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ABSTRACT 

Depression among schwphrenics is a reIatively cornmon occurrence throughout 

the various phases of the illness, but postpsychotic depression occurs in about 25% of 

cases. The current study was undertaken in order to examine the ciifferences in 

depressive symptomatology (cognitive, affkctive, somatic, motivational) between 

depressed paranoid and nonparanoid schizophrenïc patients compared to a group of 

patients with nonpsychotic majar depression. In addition, positive and negative 

symptoms including anhedonia were compared among the groups to examine the 

relationship of positive and negative symptoms to depressive symptoms. 

Hospital and commun.@ based setthgs were used to recruit three groups of 27 

subjects inciuding a group of paranoid scbphrenics (24 male, 3 female), 

nonparanoid schizophrenics (18 male, 9 female), and major depressives (13 male, 14 

female). All schizophrenic patients had to have a minimal level of depressive 

symptoms (Le., a score of 10 or more on the BDI to be included in the study). 

Several hypotheses were tested with respect to ciifferences in severity and profile of 

depressive symptoms, dong with self-esteem, positive, negative, and anhedonia 

symptoms. A psychiatrie history was obtained dong with a thorough medical chart 

review for each patient and all patients completed several self-report and clinician- 

rated scales. 

The results indicated that the paranoid schizophrenics exhibited more severe 

depression in all aspects (cognitive, affective, somatic, and motivational) and more 

positive symptoms than nonparanoid schizophrenics. In addition, the depressive 
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symptom profies of the paranoid schuophrenia and major depression patients were 

more simüar than any other of the two group comparïsons. C o n w  to what was 

expected, however, the nonparanoid xhizophrenics did not show more anhedonia or 

negative symptoms than the paranoid schizophrenics. Rather, there was a 

nonsignificant trend for the paranoid schizophrenics to have more anhedonia than 

nonparanoid schitophrenics and a trend for the major depressives to have the most. 

These findhgs were discussed in relation to the etio10gica.i theones of 

depression in schizophrenïa, the fiterahire on positive, negative, and anhedonia 

symptoms, paranoidfnonparanoid dichotomy, Zigler's and Glick's unozthodox view of 

paranoid schizophrenia, and suicide. In addition, they were discussed in relation to 

medication usage and sociodemographic data. Finally, the limitations of the study, 

and its theoretical and clinical implications were also considered, and 

recommendations were made for future research. 
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CHAPTER ONE 

INTRODUrnON 

J.G. Howeils (1991) believed that 'to search the centuries for schizophrenia is 

a valueless task because schizophrenia is of recent ongin' (p. 10). In contfast, others- 

have argued that schizophrenia has been described throughout history. As Schied 

(1990) noted, the symptoms . - of what is now known as schkophrenia were describeci as 

early as 2000 years ago. However, Howells (1991) noted that there are verbatirn 

utterances of schizophrenic patients recorded in Babylonian documents of the second 

millennium B.C.. This would mean that the presence of schizophrenia may have been 

documentai nearly 4000 years ago. 

Although schizophrenia may have been around for millenia, it is  still not a 

well-understood illness in spite of the vast arnount of research that has accumulated 

over the Iast 90 years. Researchers and clhicians continue to be puzzled by its 

etiology and generally poor prognotis. "We have yet to corne closer to defining the 

underlying cause of the iUness, but thus far seem only to be observing its many varied 

consequences" (DeLisi, Hoff, Neale, & Kushner, 1993, p. 27). As Andreasen and 

Carpenter (1993) noted, "Schizophrenia is a chical syndrome that is extraordinady 

cornplex" @p. 199-200). Schizophrenia involves a serious and often devastating kind 

of suffering. Although the schizophrenic individual rnay be stripped of reasoning and 

conceptual abilities in the same way as occurs in patients with Alzheimer's disease, 

the schizophrenic individual's world also becomes very fightening. "Instead of an 

inability to interpret expenence, schizophrenia yields spurious expenence in the form 



of hallucinations or Ieads to highiy idiosyncratic and unwarrantecf interpretations of 

experienœ in the fom of delusions" ( H e i ~ c h s ,  1993, p. 221). The scbphrenic 

penon's reasoning becornes obscure and incoherent and, in wntrast to the dementias, 

"involves additions to nomai mental life not just subtractio~s' (Heinrichs, 1993, p. 

22 1). 

It is undentandable that 'the care and study of pasons afflicted with 

schizophrenia is chailenging, fascinating, and fnistrating" (Andreasen & Carpenter, 

1993, p. 200). "Schizophrenia is an expenential and behavioral disorder that requires 

analysis at biological, psychological, and social Ievels" (Strauss, 1993, p. 215). 

There are no pathognomonic syrnptoms of schizophrenia (Stmmgren, 1992); every 

symptom seen in schizophrenia is encountered in other disorders (Memam, Medaiia, 

& Wyszynski, 1993). However, at the psychological level 'the person with 

schizophrenia endures a psychologicai iife that is not found in other kinds of brain 

disease" (Heinrichs, 1993, p. 221). "Despite the rnultidisciplinzhy research effort, the 

nature of the condition remains as elusive as ever and, aithough favored hypotheses 

are held by different research worken, few would wish to claim that the causes of 

schizophrenia are known" (Bentail, Jackson, & Pilgrim, 1988; p. 304). As Mortimer 

(1992) posited, "the body of research [into schizophrenia] is itseif schizophrenic: it is 

fragmenteci into a vast diversity of disparate, nmow approaches which bear no 

relationship whatsoever to each othert' @. 295). Much of this lack of organization 

has to do with the fact that investigators study areas of their own interest and 

experienœ, and it is often very difficult to integrate the varying approaches to the 



study of schimphrenia into a single piece of research. In addition, because the 

etiology of schizophrenia remains elusive, a number of different avenues of 

investigation continue to be important (Mortimer, 1992). 

With respect to the study of sduzophrenia, Jeste, Del Carmen, and Lohr 

(1985) noted that in the past the concentration was on descriptions of symptoms rather 

than on lookhg at the syndromes of the iIlness. In fact, the study of schizophrenia as 

a syndrome is a relatively recent phenornenon, something which has only taken place 

over the last 90 yean (Kamo & Norquist, 1989). A monograph by Carpenter (1989) 

stressed the importance of studying schizophrenia through psychopathology of various 

groups of obtainable, familiar symptomatology such as positive symptoms and 

disorders of affect. As posited by Lieberman (1995), 'phenomenology has been the 

historical bootstrap that investigators have used in their efforts to understand the 

enigma of schizophrenia" (p. 362). 

Although the disorders of affect refer to incongruity and flatness, 

schizophrenic hdividuals also have other affective disturbances such as depression. It 

is under these circumstances that the study of signs and symptoms in schizophrenic 

patients is very important, especially when the symptoms of two ostensibly different 

illnesses (i.e., schizophrenia and depression) occur together in a single individual. As 

severai authors have shown (e.g., Cheadle, Freeman, & Koret, 1978; Coryeil, Keller, 

Lavoril, & Endicott, 1990), depressive symptoms commonly occur in patients with 

schizophrenia, and syrnptoms of depression can occur at various stages of the 

SC hizophrenic illness. 
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Depression in schizophrenia is an incompletely understood phenomenon, but it 

is prrsent in a large number of schizophrenic patients. There are a variety of 

etiological theories which have attempted b explain the presence of depressive 

symptoms in schitophrenia. In addition, there are a number of other factors which 

wmpiicate the clinical picture, including negative and positive syrnptoms. There are 

relationships among both negative and positive symptoms and symptorns of 

depression, but the nature of these relationships is controversial and unclear, 

particularly between negative and depressive symptoms, as the etiological factors in 

the genesis of both depressive and negative symptoms are similar and ofien overlap. 

The schizophrenic illness is often difficult to treat successfu11y. Much of this 

difficulty stems h m  the fact that the manifestations of symptoms across patients is 

extremeiy variable and a treatment that helps one patient may not help another. 

Treatrnent becomes even more complicated and challenging given that there are 

different subtypes of schwphrenia, each wiîh their own unique clinical features. 

Given that the suicide rate for schuophrenic patients has been estimated to be 

comparable to that of patients with major affective disorder (Le., depression) 

(Caldwell & Gottesman, 1990), it would seem that any knowledge which would serve 

to increase ciinicians' understanding of schizophrenia, would aid in treatment and 

perhaps help to Save more lives. This is particularly tnie in light of the fact that 

depressive syrnptoms in schizophrenic patients are often overlooked or ignore& The 

disadvantage with most of the research in the area of depression in schiwphrenia is 

that it has not examineci depression in relation to the paranoid/nonparanoid dichotomy , 



schizophrenia. 

research which 
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The study of this dichotomy is essentiai in iight of the vast amount 

supports the contention that paranoid schùophrenia is 

fundamentally different from the other subtypes of schuopknia (e-g., Butier & 

Brafï, 1991; Jeste et al., 1995; Magam, 1981, 1984; Meissner, 1978, 1981, 1986). 

It has been acknowledged that suicide in paranoid schizophrenic patients is 

likely not caused by haIiuc~ations or delusions, but rather a nondelusional assessrnent 

of the friture (Drake, Gates, Cotton. & Whitaker, 1984) and is accompained by 

depression (Addington & Addington, 1992; Drake, Gates, Whitaker, & Cotton, 1985; 

Green, Nuechterlein, Ventura, & Mina, 1990). In view of this evidence, the study 

of depression in relation to the paranoid/nonparanoid dichotomy of schwphrenia is 

also important given the growing body of evidence that paranoid schizophrenic 

patients may be at a greater risk of developing depression (cf. Zigler & Glick, 1984, 

1986, 1988), and subsequently, rnay be at greater risk for committing suicide than 

their nonparanoid counterparts (e. g . , Roy, 1982; Westenneyer & Harrow, 1989). 

The relationships among depressive, positive, and negative symptoms are 

con troversial and sometimes con fusing . ui addition, paranoid schizophrenics may be 

at greater risk for developing depression (Zigler & Glick, 1984, 1986, 1988), and 

have superior cognitive abilities to their nonparanoid counterparts (Magaro, 1981). 

These factors dong with the findings that depressed schizophrenics with more 

cognitive syrnptoms have a greater risk of suicida1 behavior (Drake & Cotton, 19861, 

and that dysphoria has been found to be associateci with suicide (Siris, 199 L),  may 

mean that research separately examining the individual components or features of 



depression rnay be more fiuitful in identifying patterns of relationships among 

depressive and negative and positive symptorns, especially in relation to the 

paranoidhonparanoid dichotomy of schizophrenia. 

Thus an examination of depression in paranoid and nonparanoid schizophrenic 

patients in cornparison to a group of unipolar nonpsychotic depressed patients was 

underiaken in order to exp-re further the severity and profile (i.e., individual 

components) of depressive symptoms in paranoid vernis nonparanoid schùophrenic 

patients with unipolar depressed patients senring as a control group. As previously 

mentioned, there is a lack of literanire comparing depression in paranoid with 

nonparanoid schizophrenic individuals. There is a similar lack of research in the 

study of positive and negative symptoms in relation to this paranoidlnonparanoid 

dichotomy. The components of depressive symptoms (i.e., cognitive, affective, 

vegetative, and motivational) were examined in the hope of elucidating which 

depressive symptorns may be more common in paranoid and nonparanoid 

schizophnia. 

Depressive symptoms were examined in relation to negative and positive 

symptoms and, in particular, the symptom of anhedonia, the inability to expenence 

pleasure, which is ofien present in both depressive and schizophrenic patients, but 

seems to be associated more with people with nonparanoid as opposed to paranoid 

schizophrenia. It was expected that the results would show that paranoid 

schizophrenic patients exhibit more severe depression dong with dysphoria (Le., sad 

mood), while nonparanoid schizophrenic patients exhibit l e s  severe depression and 



more anhedonia. It was also expected that the results would show that paranoid 

schizophrenic patients have more suicidal ideation, a lower level of self'teem, and 

more cognitive components to their depressions as compareci to their nonparanoid 

counterparts. 

This bnef introduction has sewed to outline the major areas of research which 

WU be examinai in greater derail in the üterature review that follows. This review 

will be followed by a rationale for each of the specific hypotheses to be tested. These 

rationales will be followed by an explanation of the methodology, procedure, and 

testing instruments used in the study, a presentation of the results, and a discussion of 

the findings. 

It is expected that the current study will provide new insights about depressive 

phenomena in schizophrenia and perhaps provide dues which would improve the 

recognition and m e n t  of depression in schizophrenia. More specifically , it is 

expected that the current study will f'urther the arguments of Addington and 

Addington (1992) and Candido and Romney (1990) that schizophrenic patients should 

be routinely assesseci for depression and suicidal ideation, particularly paranoid 

schizophrenic patients. It is further expected that the results will lead to a 

reconcepnialization of treatment practices for schizophrenic patients. For exarnple, 

Candido and Romney (1990) suggested that cognitive interventions may be usehl in 

the treatment of paranoid conditions. Chadwick and Lowe (1990) have demonstrated 

some success in the treatment of delusions in paranoid schizophrenics using cognitive 

therapy, and others (e-g., Perris, 1989; Scott, Byers, & Turkington, 1993) have also 



8 

promoted the use of cognitive interventions. It is hoped that the findings of the 

curent study wiU help to advocate for the use of cognitive interventions in the 

treatment of both delusions and depressive syrnptoms in schizophrenia, in particular 

paranoid schkophrenia and wiil provide researchers with the impenis to snidy other 

phenornena of scbphrenia associated with the paranoidhonparanoid dichotomy. 



CHAPTER TWO 

LITERATURE REVIE'W: 

DEPRESSION IN SCHIZOPHRENIA 

Although many people with schkophrenia experience .deiusions, hallucinations, 

incoherence, and associated social and behavioral impairments. these people are 

generaily not schizophrenic 24 houn a day (Strauss, Bowers, & Keith, 1982). 

Rather, many must cope with varying degrees of cognitive distortions, 

psychophysiological arousal, information overload, and thought disorder. Because the 

vulnerability to, and symptoms of, schizophrenia are more variable than constant over 

time and across patients, schizophrenia is an ülness characterimi by exacerbations, 

remissions, and, perhaps most importantiy, variabiiity in symptomatology (Hen, 

1985). Moreover, "the concept of schizophrenia as a unitary disease is diminishing" 

(Haier, 1980, p. 417). The wide spectnim of schizophrenic symptomatology seems to 

be no longer compatible with the concept of a unilateral, uniforrn; inexorably 

progressing organic ilIness process. Rather, schizophrenia appears to be better 

hypothesized as multi-conditioned Iife process, occumng in people with a particular 

vulnerability , interacting with complex life evenu and circumstances (Ciompi, 1984). 

As Buchanan and Carpenter (1994) have noted "the manifest clinical heterogeneity of 

schizophrenia, combined with the failure, to date, to demonstrate the existence of a 

unitary disease process, has led to the conceptualization of schizophrenia as a 

pathophysiologically heterogeneous disorder" (p. 193). Although biological, social, 

and environmental factors are important, they should not be viewed as king 
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mec hanically deterministic in the pathogenesis of schizophrenia; rather, schizoptuenic 

individuals, through making their own choies, can 'actively contribute to the 

developrnent and course of their own disorders' (Strauss et ai., 1982, p. 435). The 

question of the etiology of schizophrenia is complicated and M e r  compounded 

when symptoms of other illnesses are combined within the schizophrenic framework. 

This is particularly mie of the schizophrenic patient who is aiso depressed. In spite 

of Andreasen's (1990) claim chat ody "occasionaily . . . some schizophrenic patients 

do experience depression in addition to their negative or positive symptoms" (p. 3 l), 

it has been reported that depressive symptoms have been found to be the most 

common symptom experienced by the schuophrenic patient living in the community 

(Cheadle, Freeman, & Korer, 1978), and that "schizophrenia is often cornplicated by 

secondary depressive syndromes" (Coryell, Keller, Lavon, & Endicott, 1990, p. 

651). 

Incidence 

Becker, Singh, Meisler, and Shilcun (1985) have estimated that the average 

incidence of depression in schizophrenia is approximately fifty percent. Similar rates 

have been reported by McGlashan and Caxpenter (1976a) and Johnson (1981). 

Moreover, Martin, Cloninger, Guze, and Clayton (1985) have noted that consistently 

high rates of depression have been found in stuciies of schizophrenic patients. More 

recently, Leff (1990) has noted that the incidence of depressive symptoms occumng 

in schizophrenic patients ranges widely fkom 19 5 to 8 1%. Although depressive 

symptoms can occur at any phase during the schizophrenic illness, McGlashan and 
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Carpenter (1976a) coined the term postpsychotic depression to identiw the depression 

that is present after the psychotic symptorns have rernitted. Some investigators (Siris, 

1987; Van Putten, & May, 1978; Weiss, Valdesseri, & Dubin, 1989) have reported 

that postpsychotic depression occua in about 25% of schizophrenic patients. 

Recently, Leff (1990) reported, fiom his revïew of the evidence, that the occurrence 

of postpsychotic depression ranges fiom 9% to 22%. More recentiy, the Amcrican 

Psychiatrie Association (1993) has concurred with previous investigators that 

postpsychotic depression occurs in 25% of cases. 

Green, Nuechterlein, Ventura, and Mïntz (1990) have acknowledged that 

depression is a senous problem for many schizophrenic patients, but M e r  noted that 

the nature and course of depression in schizophrenia remain vague. Siris (1991) 

contended that although depressive symptomatology may occur in the context of 

manifest psychotic symptoms, the recent interest and investigation have focused on the 

depression-like symptomatology that can occur in schizophrenia during the periods 

when the patient is not flagrantly psychotic. In fact, as Siris (1991) has further noted, 

"consideration of this issue has developed to the point that a specific diagnosis of 

postpsychotic depression is planned for inclusion in the ICD-10 diagnostic manual" 

(p. 75). 

There is controversy in the literature as to whether depression in schizophrenia 

represents a primary depression, a mixture of depressive and schizophrenic symptoms 

(Hirsch, 1982; Knights & Hirsch, 1981), or is secondary to the schizophrenic illness 

and emerges only after an acute episode has subsided (McGlashan & Carpenter, 



1976a, 1976b). There is also no consensus regarding the prognosis, dmg treatment, 

or c1inica.i presentation of depressive symptorns in schizophrenia- Investigaton in the 

field contend that a major depressive syndrome perhaps Mers fkom the depressive 

symptorns found in schuophrenia. To date, the= is still much controversy as to what 

constitutes depresdon in schizophrrnia, and investigators are not sure how negative 

sy mptoms, affective flattening , anhedonia, avoiitional apath y, and neuroleptic induced 

symptoms are related to depression in schizophrenia. For the following discussion the 

term depression will encompass a wide range of symptoms. This approach will aid in 

the understanding of the various etiological theones for depression in schizophrenia. 

EtioIogicai Theones 

Depression in schizophrenia is not well understood despite the relatively recent 

upsurge in its study worldwide. The confusion regarding the clinical significance and 

treatment of depression in schkophrenia may be due to several factors including 

"underdiagnosis, and failure to appreciate the impact of depression on the clinical 

course of schizophrenia (e-g., relapse and poor outcorne)" (Becker et al., 1985, p. 

26). There have been several explanations postulateci to account for depressive 

symptoms in schizophrenia. These explanations will be presented under several 

subheadings including Pharmacolopid Effects, Postpsychotic Depression, and 

Depression as an Integral Part of Schizophrenia. 

PharmacologicaI Effects 

One theory is that depressive symptoms are merely a side effect of the 

medication, the so-called neuroleptic-induced or pharmacogenic depression (Galdi, 
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1983). However, Knights and Hirsch (1981) have reportecf that dthough some 

investigators have observed schizophrenics with depressive symptoms following 

treatment with neurokptic medications, the incidence was low. S S s  (1991) noted 

that the studies which have compared schizophrenic patients treated with neurokptics 

and those that are not have shown that as much or more depression-like 

symptornatology occurs among patients not treated with neuroleptics as among 

neuroleptic-treated patients. 

More recently, Harrow, Yonan, Sands, and Marengo (1994) found that 

schizophrenic patients on neuroleptics were significantiy more iikely to show fuil 

depressive syndromes than those not on neuroleptics. Specifically, it was found that 

patients on neuroleptics experienced more mood related symptoms (i.e., depressed 

mood, hopelessness, negative self-evaluations, suicidal tendencies, excessive guilt) , 

and cognitive-motor symptoms (Le., loss of energylfatigue, indecisiveness, reduced 

concentration, psychomotor retardation, and psychomotor agitation) than patients not 

on neuroleptics. However, there was no différence between neuroleptic treated and 

neuroleptic fiee schizophrenic patients with respect to vegetative sy mptorns (Le., 

insomnia, hypersomnia, appetite loss, or appetite gain, weight loss or weight gain) 

(Harrow et al., 1994). The authors concluded that neuroleptic use "is one factor 

linked to depressive-like syndromes found in . . . schizophrenia sarnples' (Harrow et 

ai., 1994, p. 327). In fact Gupta et al. (1995) concluded that neuroleptics likely 

contribute to the prevalence of many neurological soft signs (e.g., nght/left 



discrimination, uncoordination, and intention or nsting tremor), and not just 

depressive symptorns in schizophrenic patients. 

Other investigaton (Johnson, 1981; MoUer & von Zerssen, 1981; Siris, 

Strachan, Mandeli, Cooper, & Casey, 1988) have generaily concluded that 

neuroleptics are unlikely to be the major cause of depression in schizophrenia, since 

depressive symptoms cm be observed at various stages of the illness and not only as a 

consequence of neuroleptic treatment. Other investigations have shown that 

neuroleptic doses were not higher in schizophrenic patients with depression and that 

there was no relation between the extent of the depression and neuroleptic dosage 

(Siris, 1991). Munro (1992) noted that 'neuroleptics can cause sedation, so that 

cornplaints of a feeling of lethargy may often be ascribed to the drug therapy, thereby 

delaying the diagnosis of postpsychotic depression " @. 6). In addition, neuroleptics 

have been found to be a potential treatment for depression, at least psychotic 

depression or agitated depression (Siris, 1991). Some authors have referred to a 

neuroleptic-induced deficit syndrome (NIDS) cornprised of psychomotor reîardation, 

emotional retardation, emotional neutrajity or indifference, reduced initiative, and 

slowing of thought processes as a means of explaining the symptoms found in 

schizophrenia (Lewander, 1994; Schooler, 1994). The description of this syndrome is 

very similar to the symptoms observed in major depression. Nevertheless, although 

the deficit syndrome, negative symptoms, and NJDS may have similar clinical 

presentations, their causes are likely quite different and therefore require different 

clinical management (Schooler, 1994). According to Lewander (1994). further 



15 

research will be newsary to properly define the NIDS and to differentiate it from the 

deficït syndrome and postpsychotic depression. 

A variant of phannacogenic depression is the concept of "akinetic depression" 

coined by Van Putten and May (1978). They contended that because some 

schuophrenic patients were slow and lethargic (showing a paucity of gestures and 

diminished conversation) and seemingly depressed, they may be suffering fiom a 

dmg-induced Parkinsonism (Le., an atypical form of the extrapyramidal symptom of 

akuiesia) or akinetic depression, both of which respond to anticholinergics (i.e., anti- 

Parkinsonian agents). But Moller and von Zerssen (1981) have shown that depressive 

symptoms are as common in schizophrenics on anticholinergics as in those who are 

not. FUrtfiermore, Johnson (1981) has found that anticholinergics are not more 

effective than placebo for the treatment of depression in schizophrenia. Hirsch (1982) 

contended that there is little evidence to 'regard the akinetic syndrome as a form of 

depression (other than) to remind us that apparently anergic depressed schizophrenics 

may have a drug-induced Parkinsonisrnn (p. 421). Moreover, Rifkin (1987) has 

concluded that "the relationship of akinesia to depression as well as the nature of that 

depression continues to be incompletely undentoodw (p. 5). 

Rifkin, Quitkin, and Klein (1975), Siris (1987) and Van Putten and May 

(1978) have agreed that the distinction between akinetic depression and other perhaps 

more Legitimate depressive symptoms is difficuit. Bermanzohn and Sins (1992) noted 

that the Yack of a specific biological measure impedes the verification of akinesia as a 

syndrome" (p. 228). Bermanzohn and Siris (1992) and Sins (1991) have further 
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added that the differentiation is difficult because akinesia can anse without other 

concomitant extrapyramidal symptomatology and can be accompanied by a blue mood 

and disturbances in pIeasure capacity and cognition. in addition, akïnesia can arise 

commonly among severai illnesses including Parkinsdnism,. retarded depression, and 

the negative symptom state of schizophrenia (Bemanzohn & Siris, 1992). Harrow et 

ai. (1994) noted that symptoms tike depressed rnood, hopelessness, negative seif- 

evaluations, suicida1 tendencies, and excessive guilt do not fit into the classic 

definition of akinesia (Le., slowed andlor rigid rnotor movements). These authors 

suggested that the depressive symptoms found in schizophrenic patients are not just a 

hnction of akinesia. Rifkin (1992) suggested that akinesia can be d e d  out if the 

symptoms do not resolve after administration of an antiparkinsonian agent or lowenng 

the dose of or discontinuhg the antipsychotic agent. Neverthelas, Rifkin (1992) 

acknowledged that akhesia, depression, and negative symptoms can coexist and are 

easily confused clinidiy, and should therefore be treated sequentially beginning with 

akinesia, depression, and then the negative s ymptoms. 

Another extrapyramidal syndrome or neuroleptic-induced syndrome that can be 

mistaken for depression is akathisia Akathisia, which is characterized by objective 

signs of restlessness (i.e., restless legs) and subjective reporting of inner restlessness, 

is considered to be the opposite of akinesia (Siris, 1994), and has been reported to be 

associated with intense dysphoria and sometimes suicide (Siris, 199 1). Marder et al. 

(199 1) reviewed three studies in which schizophrenic patients were treated with 

different doses of antipsychotic medication, either acutely (two studies) or during 



maintenance therapy (one study). They found that patients on higher doses of 

antipsychotic medication expenenced more Eide effécts like akathisia In addition, it 

was found that akathisia and akinesia may be expenenced as anxiety, irritability, or 

depression. In a sirnilx study, Halstead et ai. (1994) examined a group of chronic 

inpatient schizophrenics and found that patients with akathiàa were younger and 

receiving higher doses of ~tipsychotic medication (Le., depot injections). They also 

found that patients with akathisia were more likely to have what the authors called 

dysphoric symptoms like "tension, panic, imtability and impatience" (Halstead et al., 

1994, p. 177). Furthermore, there was no evidence that akathisia was associated with 

positive or negative symptoms of schizophrenia or depression. Halstead et al. (1994) 

noted, however, that they did not use a self-report masure of depression, as Marder 

et al. (1991) did, but rather relied on depression being rated dong with other 

symptoms on a mental state rating scale. In spite of this, the syrnptoms of tension, 

panic, imtability, and impatience that occur in patients with akathisia appear to be 

very similar to an agitated type of depression (Siris, 1994) and c m  d l  be part of the 

dinical presentation of an agitated depression. 

In contrast to akathisia, Brown and White (1991) studied patients with 

pseudoakathisia (Le., patients who have the typical motor restlessness features of 

akathisia, but lack subjective awareness, or do not report subjective restlessness), and 

found that schizophrenic patients with pseudoakathisia had significantly more negative 

symptoms than those schizophrenic patients without pseudoakathisia. There were no 

differences between the groups on masures of depression, however. Thus, akathisia 
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has been found to be associateci with dysphonc symptoms like the ones described, and 

depression but not consistently, and pseudoalcathisia has been found to be associateci 

with negative symptoms. Thus, it may not be easy to di&aitiate mie depression 

from the depression or dysphoria which rnay arise secondarily to akinesia or akathisïa. 

Although akinesia is readily treated with antiparkinsonian medication, akathisia is not 

as readily responsive to such intementions (Kahn, Munetz, Davies, & Schulz, 1993). 

While the latter rnay benefit from treatment with benzodiazepines or propranolol, both 

rnay benefit from a reduction of the neuroleptic medication (Skis, 199 1). Yet this 

latter finding has been challengeci by Sachdev (1995a, 199%) who found that 

withdrawal from a neuroleptic medication may also lead to the development of 

akathisia. Most recently , Baldassano, Truman, Nierenberg , Ghaemi, and Sachs 

(1996) found that the use of the antidepressant, Paroxetine, has also been shown to 

induœ akathisia. Given the contradictory evidence conceming neuroleptics and 

akathisia it is understandable that Sachdev (1995 a, 199%) concluded that the natural 

history and risk factors for neuroleptic-induced akathisia are poorly understood. 

Another theory suggests that depression in schïzophrenia may be the result of 

the schizophrenic persun gaining insight into the illness itself and the detrimental 

effects the illness has had on his or her Iife. In this sense, postpsychotic depression 

may be a reaction (i.e., a reactive depression) to being ill and not pharmacologically 

induced (Knights & Hinch, 1981). This is related to what has been referred to as 

demorafization (Siris, 199 1, 1994), a tem used to describe patients who show 
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persistent dysphona in the face of chronic unresolved W e  problems or chronic 

disappointment reactions to physical or mental illness (Kocsis & Fmces, 1988). 

According to Weiden and Havens (1994) "many patients with schhphrenia show a 

marked pattern of elf4eprecatïon, evidenced by expressions of self-1oathUig or 

worthlessness or attribution of their psychiatric symptoms to past failings or moral 

weakness" @. 552). Such thoughts can lead to lowered self-esteem and generaîized 

feelings of depression especially in the postpsychotic phase (Weiden & Havens, 

1994). Moreover, the depression experienced by schizophrenics rnay be a normal 

reaction to a serious illness. Weiss et al. (1989) noted that "postpsychotic depression 

may be understood as a defensive reaction to the expenence of schizophrenia . . . 

related to the demeaning and depersonalized Life-style of the schizophrenic or to 

attempts at adaptation to object loss or changes" @p. 849-850). As Birchwood, 

Mason, MacMillan, and Healy (1993) noted "the possibility is raised . . . that 

depression may represent in part a psychological response to an apparently 

uncontroUable life event, namely the illness and its disabilities and lie on a continuum 

with 'demoralization'" @. 388). These authon further noted that this hypothesis has 

received very liale attention in the fiterature. Wiokur, Black, and Nasrailah (1988) 

have, however, found that reactive depression is a more typicai response to medical 

ilInesses than psychiatric illnesses. But these investigators did not include depressed 

schizophrenics in their sample of psychianically iil. Siris, Hannon, and Endicott 

(1981) have concludeci that the postpsychotic depressive symptoms are an "important 

source of morbidity in some patients with schizophrenia, but the full syndromal 



manifestation of depression murs less frrquently than do prominent isolateci 

symptoms' @. 1123). McGlashan (1982) concluded that "the postpsychotic 

depression in schizophrenia probably represents a heterogeneous collection of 

syndromes' @. 119). 

McGlashan (1982) has suggested that because of the heterogeneity of the 

postpsychotic depressive symptorns in schizophrenia, it is often confused with what he 

labeled "aphanisis" or syndrome of pseudodepression which is characterized by 

psychic blankness whereby the patient often presenu a wooden and empty exterior 

and is supposedly similar to the "bumout case' often seen in chronic schizophrenia. 

However, Becker, Singh, Meisler, and Shillcutt (1985) have identified this uFcalled 

wwden and empty exterior as being typical of depressed schizophrenic patients, 

although these authors did not specify when such symptoms would appear in the 

course of the schizophrenic illness. 

An additional problem with the concept of postpsychotic depression has 

focussed on its vagueness. Leff, Tress, and Edwards (1988a) have suggested that 

much of the conflicting evidence with respect to the course of depression in 

schizophrenia and pharmacogenic response can be attributed to the postpsychotic 

depression king applied to three distinct groups of patients: (1) those with depression 

present at the beginning and end of a schizophrenic breakdown, (2) those in which 

depression is only present shortly after the schizophrenic symptoms have been 

resolved and, (3) those in which depression occurs severai months after the 
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schirophrenic symptoms have diminished. The existence of these three manifestations 

of postpsychotic depression has been more recently reiterated by Leff (1990). 

Demession as an Intemai Part of Schizophrenia 

As discussed by Hinch (1982), it has been postulated that depressive illness 

may coexist with schizophrenia as a matter of chance. However, he has suggested 

that to validate this propo@ion,. the depnssion would have to occur with an equal 

frequency at each phase of the schizophrenic illness and be equaiiy common in 

patients who are receiving antipsychotic medications and those who are not (Hirsh, 

1982). In contrat to the evidence establishing the existence of postpsychotic 

depression, there is evidence to suggest that these two illnesses do coexist (Ndetei & 

Singh, 1982). There is also evidence to suggest that depressive symptoms are more 

prevalent in the prociromal phase of an acute schizophrenic episode: Hen (1985) 

noted that for the week pnor to full schizophrenic relapse, most of the symptoms 

which occur are consistent with depression. 

Hinch (1982) has suggested that depression may be *an integral part of the 

xhizophrenic process, commoniy present, but unnoticed during the acute phase when 

the florid psychosis is most evident and other symptoms are understandably ignoredu 

(p. 421-422). Furthemore, he has suggested that one would expect depressive 

symptoms to be more prevalent in the acute phase when the psychosis is more active 

and decrease rather than increase with neuroleptic treatment. In agreement with this 

notion are the resuits of a study by Koreen et al. (1993) who found that, in a group of 

70 male and female first-time schizophrenic patients, 98% of the depressive symptoms 
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that occurred concurrrntly with psychosis resolvcd as the psychosis remiaed. These 

authors concluded that 'depressive symptoms in patients experiencing their fint 

episode of schUophrenia may represent a COR part of the acute illness or may occur 

as a subjective reaction to the experience of psychotic decompensation' (Konen et 

al., 1993, p. 1643). However, as aiready mentioned, evidence exists for the 

occurrence of depressive symptorns in the prodromai phase and the postpsychotic 

period. Hirsch and Jolley (1989) have fùrther noted that depressive and neurotic 

symptoms occur frrquently in schbphrenia, even in those patients who do not 

relapse. These authors stated, "such symptoms are more muent  when the patient is 

not taking medication and may evidence a process rnediating between acute psychosis 

and a quiescent, connolled or normal state" (Hirsch & Jolley, 1989, p. 49). 

Further support for Hirsch's argument cornes fiom Knights and Hinch (1981) 

who found that depressive symptoms are not only more prevalent in the acute phase 

of the schizophrenic iliness, but that these depressive sy mptoms decrease rather than 

increase in severity with the commencement of neurdeptic medication. Similarly, 

Knights, Okasha, Salih, and Hirsch (1979) found that although depressive symptoms 

are pa~X of the developing phase of an acute exacerbation, they are most prevalent 

after admission, but decrease with neuroleptics, and wax and wane spontaneousl y with 

lower prevalenœ dunng the recovery phase independent of treatment with 

antidepressants . In fact , Bowers and Astrachan (1 967) have found depressed 

schiwphrenics to be unresponsive to antidepressants. However , this issue remains 

controvernal. While the review of Siris (1991) showed that only four of the nine 
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studies advocated the use of adjunctive antideprssant therapy, Plasky's (1991) mriew 

revealed that tricyclic antidepressants OCA's) "can be effective when used in 

conjunction with neuroleptic medication after the acute psychotic symptoms have 

redved, with only minimal nsk of exacerbation of psychotic symptorns" (p. 649). 

More recentiy, Azorin (1995) rrported that "patients with postpsychotic depression on 

maintenance neuroleptics respond well to tricyclic antidepressarits" @. 20). 

Lemer and Moscovitch (1985) have confirmed a predominance of depressive 

symptoms in the acute phase, in spite of their existence foilowing the acute psychotic 

episode and also noted that they remit more slowly than the psychotic symptoms. 

Johnson (1985) found in a number of schizophrenics who rdapsed while dnig-free 

that 30% exhibited symptoms of depression while dmg-W. Similar results were 

obtained by Strian, Heger, and Klicpera (1982) who, Iike Hirsch (1986), noted that 

depression in schizophrenia is predominantiy an experience or consequence of the 

underlying illness and that pharmacological factors may not be of such great 

importance. 

Koh, Grinker, Manisarz, and Forman (198 1) have also lent support to the 

notion that depression is an integral part of schizophrenia by citing evidence which 

suggests that anhedonia (i.e., the absence of pleasure) is an integral part of the 

schizophrenic illness and may be similar to feelings experienced by depressed 

patients. Evidence has also been cited for a dopamine-beia-hydroxylase deficiency in 

anhedonia (Koh et ai., 198 l), which could lead to a neurotransmitter depletion (Le., 

norepinephrine) also implicated in depression. Also complicating the clinical picture 
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is IRwine (1990) who noted that "antipsychotic medications may aiso directly dampen 

hedonic capacity, thereby causing or exacerbating negative symptoms, and rnay 

indirectly rnimic negative symptoms in the form of extrapyramidal side effects 

(especially akïnesia) " (p. 1463). Harrow et al. (1994) who found a link between 

neuroleptic use and depression also found a s t m g  link between neuroleptic use and 

anhedonia. Thus, neuroleptics have been implicated as being causative in both 

depressive symptoms and anhedonic symptoms in schizophrenic patients. In addition, 

the fact that anhedonia has been noted to be both a symptom of depression as well as 

a negative symptom of schizophrenia helps support the notion that depression may be 

an integral part of schizophrenia. However, Harrow et al. (1994) also found that 

some schuophrenics have a depressive syndrome without anhedonia. They did not, 

however, identiQ any descriptors which would differentiate depressed schizophrenic 

patients who have anhedonia from those patients who do not. Anhedonia will be 

discussed further in the section on negative and positive symptoms. 

Green, Nuechterlein, Ventura, and Mina (1990) who studied the onset of 

depressive symptoms in schizophrenic and schizoaffective patients found that 

depression begins at the same time as psychosis but may not be clinically prominent 

untii psychotic symptoms subside (Le., in the postpsychotic phase). Nevertheless, 

these authors acknowledged the fact that depressive symptorns occur throughout al1 

phases of the schizophrenic illness. In hhis review of the evidence, Leff (1990) has ' 

concluded that when psychotic and depressive symptoms have been charted over tirne, 

in the majority of schizophrenic patients studied, they have run the same course. 



Similarly, Norman and Malla (1994) and Sax et al. (1996) found a positive 

association between depressive and positive @sychotic) syrnptoms. These findings 

aiso provide strong evidence for regarding depressive symptoms as an integral part of 

schizophrenia. Hüsch, Joliey, and B m e s  (1990) support the view that depressive 

symptoms are not more muently due to the Parkïnsonian effects of neuroleptics, 

akathisia, and akinesia. "On the other hand, depressive symptoms an but part of a 

broad range of nonspecific dysphoric symptoms in schizophrenia, which we have 

show occur more frequently in patients who are withdrawn from depot medication 

than in patients who continue on the medication" (Hirsch et al., 1990, pp. 35-36). 

Knights and Hinch (1981) have contended that the causation of depression in 

schizophrenia 'may weii prove to be heterogeneous, but (for hem] the most 

economical main hypothesis is a shared pathoph ysiological mec hanism accoun ting in 

part for schkophrenic and depressive symptoms, and not a dnig induced one" (Galdi, 

1983, p. 625). Siris (1991) who reviewed studies where acutely psychotic patients 

were followed for evidence of depression throughout the course of their acute 

treatment with neuroleptic medication found that depressive symptoms actually exist at 

the height of the psychotic episodes, though it may not be obvious due to the more 

florid nature of the psychotic symptoms. Dunng neuroleptic treatment, not only do 

the psychotic symptoms subside but also the depressive symptoms diminish, though 

perhaps at a slower rate. 

Thus there is evidence to suggest that depression in schizophrenia may be the 

result of neuroleptic treatment (Galdi, 1983), phannawgenic side effects (Van Putten 



26 

& May, 1978), a gain in insight of the detrimentai e f f w  of the schimphrenic illness 

(Knights & Hirsch, 1981). postpsychotic phenornenon following the resolution of 

schuophrenic symptoms (Siris et al., 198 1) , and a coexistence of depressive and 

schizophrenic symptoms (Ndetei & Singh, 1982). Apart h m  the confusion in the 

literature regarding the use of the term postpsychotic depression, there is also 

confusion with the terrns acute and prodrornal since researchen sometimes have a 

tendency to use them interchangeably. Nevertheless, although there is evidence to 

support and negate al1 of these theories of causation, it is unlikely that any one 

explmation will account for al1 of the data. Harrow et al. (1994) concluded that 

"multiple factors are involved in the depressive-like symptoms found in . . . 

schizophrenic patientsn (p. 336). As will be addressed in the next section, some of 

these factors may involve negative and positive symptoms. 

Negative and Positive S ymptoms 

The concept of positive venus negative symptoms is not new. Bleuler talked 

about fundamental versus accessory symptoms which cm be thought of as roughly 

representing both negative (with the exception of disturbances of associations) and 

positive symptoms respectively. For Bleuler, the pnmary or fundamentai symptorns 

conventionally known as "the four A's" included disturbances of associations, autism 

(withdrawal fiom reality) , affective disturbances (flat or inappropriate affect), and 

ambivalence (the expenence of conflicting impulses, desires, and ideas). The 

accessory symptoms included hallucinations, delusions, alterations in personaiity, and 

catatonia (Schied, 1990). For Bleuler, the primary symptorns were considered to be 
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of organic etiology while the accessory symptoms were considemi to be of some 

seconâary or psychogenic cause (HoweUs, 1991). 

As noted by McGIashan and Fenton (1992). schizophrenia has always been 

d d b e d  in bipolar terms, which al1 suggest what is lmown today as positive versus 

negative. Examples of these bipolarities include acute (positive) vs chronic 

(negative), reactive (positive) vs pracess (negative), secondary (positive) vs primary 

(negative), active (positive) vs residual (negative), florid (positive) vs quiescent 

(negative), and productive (positive) vs deficit (negative). 

Crow (1980, 1985) postulated two types of schizophrenia: Type 1 and Type II. 

The former includes schizophrenia with mainly positive symptoms (Le., 

hallucinations, delusions, thought disorder, and bizarre behavior), good premorbid 

functioning , acute onset, neumleptic-responsive symptoms, and better long-term 

course and outcome without intellectml detenoration. In contrast, Type II 

schhophrenia has mainly negative symptoms (Le., flat affect, poverty of speech and 

expressive gesture, psychomotor retardation, anhedonia, and attentional deficits), poor 

premorbid functioning, insidious onset, drug-resistant symptoms, and poorer long- 

term coune and outcome with correlates of bain damage and intellecnial detenoration 

or dementia. This deficit schizophrenia is a putative subtype of schizophrenia 

characterized by the presence of promulent, enduring, negative symptoms which are 

due to the disease process of schizophrenia and are not secondary to factors such as 

neuroleptic treatment and depression (Carpenter, Heinrichs, & Wagman, 1988). For 

Andreasen (1990) the main positive symptoms include hallucinations, delusions, 



bizarre behavior, and formal thought disordu. In contrast, the main negative 

syrnptoms include affective flattening, dogia, avolition/apathy, anhedonia, and 

attentionai impairment. 

With respect to the correlates of brain damage, in their review of the evidence, 

Szymanski, Kane, and Lieberman (1991) noted haî while some studies have 

suggested a relationship between ventricular enlargement and the clinical 

characteristics of negative symptoms, cognitive impairment, poor outcorne, 
* 3 - 

hypohinction of the monoamine system and a partial efficacy of neuroleptics, there 

are other studies (Bishop et al., 1983; Pandurangi et al., 1988) which have suggested 

that there is no relationship between negative symptoms and ventricular enlargement. 

Honer et al. (1994) suggested that there may be a relationship between negative 

symptorns and structural changes in the medial temporal lobe. Szymanski et ai. 

(1991) have concluded, however, that brain abnormalities on CT scanning are present 

in some schizophrenic patients ''but they appear nonspecific for the illness and have 

an unclear relationship to clinicai characteristics and course' (p. 104). Similar 

conflicting results have been found with the use of magnetic resonance imaging. In 

summary, "no definite biological rnarker for schizophrenia has been identifid and 

most potentiai markers are nonspecific, nonreplicable or insensitive" (Szymanski et 

al., 1991, p. 104). Andreasen (1990) has noted that 'we do not have a clear idea as 

to which biological conelates should be treated as primary" (p. 13). However, it has 

been shown that improved cognitive functioning may be associated with an 



improvement in positive symptoms, but not negative symptoms (Addington, 

Addington, & Maticka-Tyndale, 199 1). 

McGlashan and Fenton (1992) have summarized what is cumntly hown about 

positive and negative symptoms and have reiterated much of what was reporteci by 

Ananth et al. (1991). The sociodemographic variables of age and marital status do 

not discriminate between patients with predominantly positive symptoms and those 

with predomiwitly negative symptoms. However, negative symptoms typically are 

associateci with male patients. Patients with negative or deficît symptoms consistently 

have a history of inferior premorbid sociallsexual functioning, and lower educationd 

Ievel and work capacity . With respect to intellectml functioning , there is an 

association with lower intelligence either premorbidly or early in the course of the 

ihess. There is a robust correlation between negative symptoms and abnormal 

voluntary and involuntary movements which suggests that negative qmptoms have a 

diffetent psychopathologic process than positive symptoms. The low intercorrelations 

between positive and negative symptoms suggest that they are independent or semi- 

independent SC hizophrenic processes. 

Course of Neeative and Positive Svmptoms 

This suggestion that positive and negative symptoms are independent or semi- 

independent processes has been tied to the literature which has examined the course of 

negative and positive sy mptoms in schizophrenic patients. Recall that Crow (1980, 

1985) contended that positive and negative symp toms represent two independent 

variables that may or may not occur in the same patient. In addition, while the two 
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syndromes refiect different pathological processes they do not represent separate 

diseases largely because they can occur simultaneously or at different times. In 

contrast, Andreasen and Olson (1982) contended that positive and negative symptoms 

might be negatively comlated and that they are chMcteristic of two distinct types of 

mess. Patients with positive symptoms lie at one end of a continuum while the 

patients with negative syrnptoms lie at the other. Patients with mixed positive and 

negative symptoms lie somewhere in between. Andrrasen (1980) has suggested that 

"mixed patients" are at an "intermediate stage in the course of the ülness and that 

some patients may eventtdly evolve from a positive state to a negative state, and that 

the negative state represents the tnie or underlying disorder" (p. 385). Kulhara and 

Chandiramani (1990) found that when they followed patients over a 30 month period, 

many positive patients and negative patients became mixed. In addition, some 

positive patients became negative, and some negative patients remained negative, but 

no negative patients became positive. Although Kibel, Lafont, &d Liddle (1993) 

found evidence of an inverse relationship between the severity of the negative 

syndrome and the seventy of positive symptoms thereby supporting Andreasen and 

Olson's contention, the vast majority of studies have not found a negative correlation 

(Barnes & Liddle, 1990). 

Lindenmayer, Kay, and Friedman (1986) have also reported on the stability of 

positive and negative symptoms over time. In their two year follow-up study they 

found that positive and negative symptoms did not consistently decrease in their 

sample. However, they noted that negative symptoms are more strongly correiated 
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with poor outcome in the chronic phase as opposed to the acute phase of the 

schizophrenic disorder. More recmtiy, in a study examining the stability of positive 

and negative symptoms in outpatient rhizophrenics, Malla, Norman, and Wùliamson 

(1993) found that over a 12 month period of reevaluation there was a moderate degree 

of stabiiity for both positive and negative symptoms. SimiMy, Addington and 

Addington (1991) measumi. positive and negative symptoms first in the acute phase 

and then six months later, during a period of relative remission. These authon found 

that positive and negative symptoms were not inversely related at either phase of the 

mess. Secondy, compareci to positive symptoms, the negative symptoms were 

highly intercorrelated at both times. FinaUy, the presence of negative symptoms in 

the acute phase was highly predictive of the presence of negative symptoms at follow- 

up. It was concluded that positive and negative symptoms may be independent 

phenornena within the schizophrenic patients both during the acute and follow-up 

phases. 

McGlashan and Fenton (1992) have reviewed the literature with respect to the 

course of schizophrenia and the manifestation of positive and negative symptoms and 

concluded that positive and negative symptorns are variable depending on the phase of 

the iiiness and that during early episodes of schizophrenia positive symptoms are 

fiquent, while negative symptoms are infrequent and both are usually unstable, 

fluctuating, and usually responsive to treatment. In subacutelsubchronic stages of 

schizophrenia, negative syrnptoms increase in prevalence, are at least as common as 

positive symptoms, and are less fluctuating. Finally, in the later stages of the illness, 
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negative symptoms u d y  become more stable and dominate the cIinical pictue. 

This latter point has been recently challenged by Quinlan, Schuidberg, Morgenstern, 

and Glazer (1995) who studied the course of positive and negative symptoms using 

the SAPS and S A N S  in chronic community-based patients over a two-year period. 

While pontive symptoms generally increased with the exception of forma1 thought 

disorder, some negative symptoms (fiatness, alogia, and attention) showed a decrease. 

In contrast, the negative symptoms of avolition and anhedonia showed an increase. It 

was concluded that the typical pattern of deteriorahon of negative symptoms seems to 

be restricted to anhedonia and avolition. These authors contend that avolition and 

anhedonia rnay represent core negative symptoms that are also related to'social 

withdrawal, isolation, unemployment, and social dependency. Kopala (1994) reporteci 

that both negative symptoms and positive symptoms represent overlapping domains of 

schuophrenic symptomatology, and Vary over the course of the illness in terms of 

their presence and seventy. McGlashan and Fenton (1992) also noted that negative 

symptoms are consistent predictors of poor medium-term and longer-term outcome. 

more so than positive symptoms. It is important to be aware that both the definition 

and method of assessing positive and negative symptoms remain a subject of debate 

and that this can affect the outcome of the scientific research in this area (Addington 

& Addington, 199 1). 

Bevond Positive versus Neeative 

Aithough there seems to be a lot of infornation accumuiated about negative 

and positive syrnptoms, because the manifestation of both types of symptoms in single. 
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patients is highiy variable, Andreasen (1990) contended that the mo-syndrome 

hypothesis is an oversimplification of a complex problem. In addition, "the nature of 

the processes that generate negative symptoms and their specificity to rhizophrenia 

remain to be elucidated" (McGlashan & Fenton, 1992, p. 63). There is some 

evidence that negative symptoms are an integrai component of the schuophrenic 

process and not just the result of relapse, 'as salient in the first as in later episodes" 

(Ring, Tantam, Montague, & Moms, 199 1, p. 495). This evidence is similar to the 

literature which suggests that depression in schizophrenia occurs in al1 stages of the 

schuophrenic illness and that it is aiso an integral part of the illness. 

As previously mentioned, Andreasen (1990) noted that the two syndrome 

hypothesis may be an oversimplification of a complex problem. Bames and Liddle 

(1990) and Liddle (1987b) have provided evidence that suggests that schizophrenic 

symptoms c m  be classified into three syndromes two of which show characteristics 

usuaily attributed to the negative syndrome. These syndromes include the 

Psychomotor Poverty Syndrome (PPS; includes poverty of speech, flatness of affiit, 

and decreased spontaneous movement), the Disorganization Syndrome O S ;  includes 

derailment and tangentiality of thought, and inappropnate affect), and the Reality 

Distortion Syndrome (RDS; includes delusions and hallucinations). Delusions and 

hallucinations as a separate factor from the other positive symptoms like bizarre 

behavior and positive formal thought disorder has been supported by Arndt, Alliger, 

and Andreasen (1991). In contrast, according to Cleghorn (1992), RDS and DS 

represent two groupings of positive symptoms while the PPS represents negative 
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symptoms. Moreover, Cleghon (1992) noted that these gmupings challenge the 

traditional Type 1 and Type II dichotomy. 

The PPS and DS are askatexi with poor occupational and social adjustment 

and, therefore, have been regardeci as negative syndromes. In addition, the= is 

evidence that the PPS is associated with impairnent in abstract thinking and long-term 

memory, while the DS is associated with impaireci concentration and new leanllng. 

The RDS is associated with irnpaired figure-ground perception. Moreover, it is 

speculatd that the PPS and DS are associated with malfunction of different areas of 

the frontal lobe, while the RDS may be associated with malfunction of the temporal 

lobe (Liddle & Moms, 1991). There has been some evidence that elements of fonnal 

thought disorder (i.e., incoherence and irrelevance of speech) exhibit loadings in both 

the positive and negative syndrome factors (Barnes and Liddle, 1990). Liddle and 

Bames (1990) noted that the emergence of the DS (which includes certain components 

of thought disorder) as a syndrome independent of the positive and negative 

dichotomy partially resolves the controversy in which some authon (Levine, Fogg, & 

Meltzer, 1983) view disorders of the form of thought as negative, while othen 

(Crow, 1980) view them as positive. Consequently, when components of the DS are 

examined, Barnes and Liddle (1990) concluded that the factor anaiysis of 

schizophrenic symptoms only panially supports the validity of a negative syndrome, 

and that a single positive-negative dichotomy is not confimed. Moreover, "it is 

necessary to abandon the hypothesis that negative symptoms constitute a single 

homogeneous group of symptoms that segregate clearly from positive symptoms" 
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(Barnes & Liddle, 1990, p. 51). Rather, aU symptoms of rhizophrenia belong to a 

goup of syndromes W e d  together by a variety of diffurnt factors (Barnes & Liddle, 

l99O). 

Kay and Sevy (1990) have also researched the various syndromes of 

schizophrenia by analyzing the symptoms of 240 schwphrenic inpatients. Their 

results suggested a pyramid-like trïangular mode1 of uncorrelateci but nonexclusive 

syndromes that encompassed the spectrum of psychopathology. Negative, positive, 

and depressive features constituted divergent points of a hiangular base, and 

excitement made up a separate vertical axis. Paired syndromes could account for 

symptoms of the paranoid (positive-depressive), disorganized (positive-negative), and 

catatonie (negative-depressive) diagnostic subtypes. The findings implied that (1) 

negative and positive syndromes show factorial validity and distinction fkom 

depression but, alone, are insufficient to accommodate the hl1 divenity of symptoms; 

(2) schizophrenic subtypes derive ftom a hybrid between unrelated elernents but CO- 

occur in dimensions that may define the fundamental elements of psychopathology. 

As these authors noted, the paranoid subtype of schizophrenia seems to 

comprise combinai positive and depressive syndromes. Recently, Kay and 

Lindenmayer (199 1) studied the stability of psychopathology in chronic schizophrenics 

and found that 'the only facets of psychopathology that appeared to lack stability were 

depression and paranoid belligerence" (p. 28). These authors explain that the 

hstabïlity of depression may reflet the fact that depression can be found at aii stages 

of the schùophrenic illness. Convenely, they noted that the paranoid symptoms may 
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be unstable because of their association with depressive symptoms. Recall that Kay 

and Sevy (1990) found four principal components of psychopathology including 

negative, positive, excited, and depressive, which, in their interactions seemed to 

explain the symptoms of the traditional Kraepelinian subtypes. Therefore, paranoid 

symptoms did not constitute an independent component of psychopathology; d e r ,  

these appeared to represent the interplay between distinct but coexisting positive and 

depressive components. Therefore, Kay and Lindenmayer (1991) and the anaiysis of 

Kay Sevy (1990) offer evidence that paranoid symptoms are associated with 

depressive sy mptoms. Similarl y and more recentl y, Norman and Malla (1 994) 

discovered that of the PPS, DS, and RDS, depressive symptorns were associated most 

with the RDS. 

Schroder et ai. (1992) have confirmed the existence of at least three 

subsyndromes in chronic schizophrenia. They noted that although chronic delusional 

ideation and chronic asthenia (Le., similar to PPS) were not mutually exclusive 

patterns of symptomatology, in their study, chronic disorganization showed a stronger 

association with neurological abnormalities. In contrast to the other studies of 

subsyndromes, the Schroder et al. (1992) study claimed that chronic remitted 

schizophrenics could be differentiated fiom the subsyndromes of schizophrenia by 

negative symptoms. For them the Type 1 and Type II dichotomy was supported. 

These authors, however, dong with Liddle (198%) made the observation that more 

than one subsyndrome can occur in the same patient. Based on this Schroder et al. 

(1992) concluded that these subsyndrornes "do not necessarïly represent independent 
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subtypes in schitophrenia, but refer to distinct clinid and cerebral findings that may 

represent dBerent pathological processes within the diseasen (p. 219). 

Insofar as Andreasen, Arndt, Alliger, Miller and Flaum (1995). Arndt, 

Andreasen, Fiaum, Miller, and Nopoulos (lggS), Barnes and. Liddle (IWO), Gureje, 

Adenbigbe, and Obikoya (1995), and Liddie and Barnes (1990) support a three- 

dimensional mode1 of schizophrenic symptomatology, Van der Does et, al. (1995) have 

purporteci the existence of four dimensions (Le., disorganization, negative symptorns, 

positive symptoms, and depression). S U  m e r ,  through their principal wmponent 

anafysis of the PANSS, Kawasaki et al. (1994) found five orthogonal independent 

s ymptom groups, namely negative, hostile exciteci, thought disordered , delusionai 

hallucinatory , and depressive components. In spite of these clifferences in symptom 

structure, most factor analysis studies of schizophrenic symptoms suggest the 

existence of three syndromes (negative, disorganization, and haUucination/delusïon) 

(Cuesta & Peralta, 1995; Peralta, Cuesta, & DeLeon, 1995). ~ndreasen et al. (1994) 

commentai that there is much support for the three-dimensional mode1 and Cuesta 

and Peralta (1995) noted that the three- and four-dimension models "obtained higher 

goodness of fit than the one-or-two-dimension models' (p. 473). As noted by 

Andreasen et al. (1994), consensus has not been reached as to which symptoms 

should be viewed dimensionally or categorically. 

According to McGlashan and Fenton (1992) and Fenton and McGlashan (1992) 

there are many systems which have been de* to define positive and negative 

symptorns, but which symptoms are considered to be positive or negative varies 
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across these systems. For exampie, Liddle (1987b) has noted that Andreasen (1982) 

viewed inappropriate affect as a negative symptom whereas Crow (1980) viewed it as 

being a positive symptom. Similarly, while Andreasen and Crow viewed derailment 

and incoherenœ of thought as positive symptoms, Lewine, Fogg, and Meltzer (1983) 

viewed hem as negative symptoms (Liddle, 1987). McGlashan and Fenton (1992) 

noted that ail systems include Bat affect and poverty of speech among the negative 

symptoms and hallucinations and delusions among the positive symptoms. 

Furthemore, most systems place apathy, avolition, and abulia (Le., the inability to 

make decisions) under the category of negative symptoms. On the other hand, 

thought disorder, bizarre behavior, and inappropriate affect have been classified either 

as positive symptoms or as negative symptoms. More recently, de Leon, Pedta, and 

Cuesta (1993) noted that because inappropriate affect correlates with formal thought 

disturbances rather than affective flattening, inappropnate affect should not be 

considered a negative symptom. 

Orieins of Ne~ahve Svrnptom~ 

Apart from there being some disagreement about how to classifi some 

symptoms, there is also some controveny regarding the genesis of negative 

symptoms. For example, negative symptoms can be observed in nonschizophrenic 

patients with depression such as individuals with Parkinson's disease (Prosser et al., 

1987), patients with unilateral strokes (Heilman, Bowers, & Valenstein, 1985). and 

patients with dementia (Joynt & Shoulson, 1985). Acwrding to Prosser et al. (1987). 

it is difficult to distinguish between negative symptoms and Parlo'nsonian side effects 
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"coexistence of inadequately treated side effects . . . during neuroleptic treatment" (p. 

104). This has also beai reiterated by Bermanzohn and Siris (1992) and Johnson, 

Rarnirez, Opler, and Malgady (1994). More recently, Leblanc, Cormier, Gagne, and 

VaUancourt (1994) reported in their study, which evaluated the clinical effects of a 

partid and progressive reduction in neuroleptic medication in 32 outpatients with 

schizophrenia, that by reducing the patients' neuroleptic medication by 5096, there 

was a decrease in negative symptoms. This is sirnilar to the study previously 

mentioned by Harrow et al. (1994) which found that patients on neuroleptics were 

more likely to experienœ depressive syndromes than those schizophrenic patients not 

on neuroleptics. Just as previously mentioned, depression may be the result of 

neuroleptic medication, extrapyramidal syrnptoms, a gain in insight, andior negative 

symptoms. Johnson et al. (1994) noted that negative symptoms may be secondary, 

stemming fiom reactions to positive symptoms, depression, and side effects of 

neuroleptic medication. Thus neuroleptic medication has been implicated in the 

production of both depressive and negative symptoms. 

The fact that negative symptoms can occur in patients with Parkinson's disease 

and in schizoptuenics with neuroleptic-induced Parkinsonian syndromes would make 

their differential diagnosis quite difficult. It has been suggested that Parkinsonian and 

negative symptoms might both represent clinicai manifestations of a common 

neurochemical pathway characterized by hypadoparninergia (Prosser et al., 1987). As 

noted by Bames and Liddle (1990) there is a "genuine difficulty distinguishing 
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berneen certain Parkïnsonian features and negative symptoms" (p.59). It may mean 

that Parbsonian side effects and negative syrnptoms are indistinguishable since some 

investigators have been "unable to identiQ any negative symptom that is not also 

attributable to Parkinsonian akinesian (Prosser et al., 1987, p. 104). 

Bleich, Brown, Kahn, and van Praag (1988) have aIso noted that some authors 

contend that there are two kinds of  negative symptoms, those which are core features 

of the schiwphrenic iuness and those which are considered to be secondary and 

"deriveci from depression, or emotional and social withdrawal due to psychotic 

decompensation" (p. 298). According to Andreasen (1990) secondary negative 

symptoms will remit when the positive symptoms remit. In addition, in order to 

differentiate core negative syrnptoms fiom Parkinsonian-like side effects, it is 

necessary to evaluate the patient off medication. Moreover, a depressive syndrome 

can produce a clinical picture w hich resembles negative symptoms; however, the 

negative symptoms will remit when the depressive symptoms diminish. As Rifkin 

(1992) noted, it is difficult to confirm the existence of primary negative symptoms. 

There i s  no optimal way to disentangle core from secondary negative symptoms and 

the reliability of doing so, ai present, appean to be low to marginal (Flaum & 

Andreasen, 1995). Investigaton must study patients who have not been on 

medication, who suffer no demoralization about their illness, whose positive 

symptoms are not so severe that they mask negative manifestations, and whose 

negative symptoms have been enduring rather than transitory. The presence of risk 

factors for secondary negative symptoms, such as antipsychotic medication and 
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(Rifich, 1992). 

It is evident h m  the previous discussion that the concept of negative and 

positive symptoms has provideci motivation for the criticai examination of 

schizophrenia symptomatology. This is particularly true in relation to definition, 

measurement , and classificgtion of positive and negative s ymptoms (Malla, NgS), 

which remain controversial to the present day. It is also evident that commondities 

in etiology, presentation, and duration of negative and depressive symptorns make 

their differentiation that much more difficult. This issue represents another 

controversy, namely, the relationship between negative symptoms and depressive 

symptoms (Pogue-Geile & Harrow, 1984; Prosser et al., 1987; Wdker & Lewine, 

1988). 

Nenative and De~ressive Svm~torns 

Kitamura and Suga (1991), Koreen et al. (1993), Liddle, Bames, Curson, and 

Patel (1993), and Maiia (1995) have al1 noted that the association between negative 

and depressive symptoms is still unclear. Emmura and Suga (1991) noted that 

negative syrnptoms "often appear not only in patients with schizophnnia, but also in 

patients with major depressive and schùoaffective disorders, and that such symptoms 

do cwxist with depressive symptoms" (p. 90). As Kulhara and Chadda (1987) have 

noted, although not al1 schizophrenics show negative symptoms, those who do often 

have scores in the sarne range as the scores of severely depressed patients. For 

example, Kay and Lindenmayer (1987) found a high corre1ation of depressive features 
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with negative symptoms at baseline in young acute schizophrenics, but found that 

depressive and negative symptoms were no longer related at the two-year follow-up. 

Addington and Addington (1989) ai= found a high degree of overfap betsveen the 

measure of negative symptoms and the measures of depression in acutely ill 

schizophnnics. In contrast, others (Pogue-Geile & Harrow. 1984; Craig et al.. 1985) 

found no significant correlation between negative and depressive symptoms in 

schizophrenics. Barnes et al. (1989) reported that the relationship is unclear between 

depressive features and certain negative symptorns, such as anhedonia, anergia, 

feelings of emptiness, and emotionai withdrawal. Kibel et al. (1993) noted that 

anhedonia, anergia, social withdrawal, and poverty of speech are characteristic of 

depressive illness, but are also included in some negative symptom rating scales. 

Similar1y, lassitude, inability to feel, and concentration disturbance are items included 

in depression rating scales, yet are also seen as negative symptoms (Kibel et al., 

1993). However, Kibel et al. (1993) and Kuck, Zisook, Moranville, Heaton, and 

Braff (1992) contended that depression in schizophrenia is distinct from the negative 

syndrome. Kibel et ai. (1993) noted that "subjective sadness. pessimism, and suicidai 

intent belong to a depressive syndrome which is not related to the negative syndromew 

(p. 749). In addition, "other phenomena such as observed sadness, lassitude, and 

inability to feel can be associateci with the negative syndrome and should be 

considered unreliable measures of depression in the presence of the negative 

syndrome" (Kibel et al., 1993, p. 749). Similarly, Kuck et ai. (1992) found a 

relatively high frequency of both negative and depressive symptoms in their patient 
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sample and these symptoms did not appear to be rehted to each other (Le., the= 

were no signifiant correlations between individual negative and depressive symptom 

items). These authors concludeci that "both negative and depressive symptoms appear 

to be core features of schizophrenia . . . and likely represent two distinct components 

of the schuophrenic ihess" @. 514). A similar conclusion had been put forth by 

Kulhara et ai. (1989). As poteci by Andreasen (1990), "we suspected that negative 

symptoms are not specific to schizophrenia, but that patients with affective disorden 

and schizophrenia differ in their overall patternhg of negative, positive, and affective 

symptoms" (p. 22). That is to say that negative symptoms occur prominently in 

depression as weii as schizophrenia and the major ciifference between depression, 

schizophrenia, and mania "is not in a single symptorn, but rather in the pattern of 

symptoms" (Andreasen, 1990, p. 27). Patients with schizophrenia have prominent 

positive symptoms and negative symptoms without prominent abnormalities in mood; 

patients with depression have prominent negative symptoms accompanied by severe 

dysphoria; and manic patients have prominent positive symptoms accompanied by 

euphoria (Andreasen, 1990). 

This differentiation is likely adequate when schizophrenic individuals are not 

depressed. However, when a schizophrenic individual is dx, depressed, the 

differentiation between depression and negative symptoms can be quite difficult 

(Villeneuve, 1994), especially given the fact that negative symptoms can be produceci 

via several avenues including drug-induced akinesia, institutionalization, depression, 

positive symptoms, and pnmary neural abnormality (Andreasen, 1990; Moller, 1995a, 



44 

1995b). This difficulty is M e r  compounded by the fact that the outcorne of 

r-ch in this area depends largely on both the definition and method of assessing 

positive and negative symptoms (Addington & Addington, 199 1). While Addhgton 

and Addington (1990) concluded that the dexamethasone suppression test may be of 

value in differentiating a depressive syndrome fkom a negative syndrome in 

schizop hrenic patients, Garyfalos, Lmen tiadis , Amoutzias, Monas, and Monas 

(1993) have more recently found that dexamethasone nonsuppression and 

postdexamethasone cortisol levels are not related either to negative symptoms or to 

depressive symptorns in schwphrenic patients. They concluded that more research is 

needed regarding the relationship between negative symptoms and other schizophrenic 

illness variables like depression. Peralta, Cuesta, and de Leon (1991) noted that in 

some cases, negative symptoms "are merely the persistence or exacerbation of 

schizoid traits present prior to the emergence of schizophrenic symptoms' (p. 336). 

In view of this, the differential diagnosis would require a considerable amount 

of time to complete. Kitarnura and Suga (1991) have noted that the high prevaience 

and correlation of depressive and negative symptoms indicate a strong relationship 

behKeen them and may even suggest phenomenological overlap. Moreover Koreen et 

al. (1993) reporteci that depressive symptoms correlated more with positive and 

negative symptoms than with extrapyramidal symptoms. As noted by Prosser et al. 

(l98î), there are no significant correlations between negative symptorns and depressed 

mood and the cognitive f m r e s  of depression (Le., pessimism, suicida1 ideation, and 

guiIt) or anticholinergic plasma activity. These authors, however, found that the 
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vegetative features of depression (Le., decreased libido, decreased work and 

activities, and motor retardation) did correlate with negative symptoms. Pogue-Geile 

and Zubin (1988) noted that aithough the severe signs of bodi schizophrenia and 

depression 'are so simil ar... in some sense, negative symptoms can be considend a 

subset of depressive symptoms, that is, although poverty of speech, psychomotor 

retardation, expressionless faces are generally included as severe signs of depression, 

ratings of depression also include many other symptoms" (p. 17). This has been 

further exemplifieci by Kibel et al. (1993) as previously cited. 

Sins et ai. (1988) noted that the full relationship between post~svchotic 

de~reSSion and ne~ative symptorns is stiU unclear. According to McGlashan, 

Heinssen, and Fenton (1990) negative symptoms in schizophrenia can sometimes 

present as depression, especially in the postpsychotic phase. Closer scrutiny, 

however, usually reveais some features characteristic of affective disorders despite the 

pervasively flat affect, for example, classic vegetative signs of sleep disturbance and 

weight, appetite, or energy loss. Other signs of affective disorder which are often 

present include despondent mood and cognitive symptoms such as depressive thought 

content, self-denigration, or suicida1 ideas that are dangerous. Even in the absence of 

such features, postpsychotic depression is suggested if the negative symptom picture 

emerges after an acute penod of positive symptoms and proves to be phasic by 

resolving over several weeks or months. Depression masking as negative symptoms 

rnay occasionally respond to antidepresants or to one of the psychotherapeutic 

strategies developed for depression. Moreover, these authors noted that patients may 
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use negaiive symptoms to seal off other affect States iÎke anxiety, rage, and shame, or 

to defend against stimulus barrier bnakdown. As previously mentioned, neuroleptic 

fiee and neuroleptic treated SC hizophrenic patients experience both similar and 

different symptoms to one another (Harrow et al., 1994). This finding combineci with 

the fact that there is overlap b e m n  depressive and negative symptoms, as rneasured 

by depression and negative. symptom rating scaies (cf. Kîbel et al., 1993), serves to 

confuse the issue of differentiaeing depressive from negative syrnptoms. Given that 

Prosser et al. (1987) found that depresseci mood and cognitive features of depression 

(Le., permission, suicidai ideation, and guilt) did not correlate with negative 

symptoms, it is understandable that Martin, Cloninger, Guze, and Clayton (1985) 

suggested that chicians must continue to rely on the presence or absence of marked 

dysphoria (i.e., sadness, crying), suicidiil ideation, thoughts of guilt and self- 

reproach, decreased self-esteem, and loss of interest or anhedonia to differentiate 

depressive from negative symptoms. 

In summary, severai authon have suggested that to discriminate depressive 

from negative symptoms, one must look for depressed mood (Prosser et al., 1987). 

despondent mood (McGlashan et al., 1990), marked dysphona (Le., sadness, crying) 

(Martin et al., 1985). certain cognitive syrnptoms like pessimism (Prosser et al., 

1987), low self-esteem (Martin et ai., 1985), certain vegetative symptoms like sleep 

and appetitdweight problems (Martin et al., 1985; McGlashan et al., 1990), and a 

motivational symptom like loss of interest or anhedonia (Martin et ai., 1985). 

Although there is some overlap between depressive and negative syrnptoms, one 
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symptom which has provided the most controveny is that of anhedonia, because it has 

been formally identifiai as a negative symptom and as a symptom of depression. 

Anhedonig 

Anhedonia is one negative symptom which has received speciai attention in the 

scientific literature. Anhedonia refers to the expuientiai absence of pleasure. 

Clinicaiiy one uses the te* to signify a patient's inability to experience pleasure. 

Few patients are totally incapacitated in this regard, rather, most patients have 

varying degrees of diminished capacity for pleasuce and really the term hyphedonia 

may be a more accurate label (Stone, 1990). Nevertheless, this author has identified 

two broad categories of patients who tend to exhibit anhedonia: depressives and those 

Stuated dong the schizophrenic con~uum.  Moreau, Bourson, Jenck, Manui, and 

Mortas (1994) noted that anhedonia "constitutes a cardinal symptom of a major 

depressive episode in humans' (p. 51). Recentiy, Clark, Beck and Beck (1994) noted 

that anhedonia is a unique symptom feature of depression when differentiating 

depression ftom dysthymia, panic disorder, and generalized anxiety disorder. 

Furthemore, according to DSM-III-R (1987) at least one of the symptoms which 

must be present for the diagnosis of a major depressive episode is depressed mood or 

the loss of interest or pleasure. This loss of interest or pleasure is probably always 

present in a major depressive episode to some degree, and is often describeci by the 

person as not being as interested in or not enjoying usual activities as he or she had 

previously. "The person may not cornplain of loss of interest or pleasure, but family 

members generaliy will notice withdrawal fÎom fnends and family and neglect of 
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Association, 1987, p. 219). 

The existenœ of anhedonia in depression has been recentiy studied by Hislarn 

and Beck (1993) who examined a categorization algorithm of Beck Depression 

Inventory scores of 400 ourpatient major depressives. They found four syndromal 

subtypes: a common, general depressive type; a common and relatively severe 

melancholic type; an infrequent type characterized by selfniticai f ~ r e s ,  

generalized anxiety, and an absence of melancholic features; and an infrequent, mild 

type distinguished by enervation. The most severe melancholic type had prominent 

negative or anhedonic symptoms. It is important to note that Merikangas, Wicki, and 

Angst (1994) did not find subtypes of major depression, but rather have contended 

that depression f d s  on a continuum with different levels of severity dong that 

continuum. More recently, Loas, Salinas, Pierson, Guelfi, and Samuel-Lajeunesse 

(1994) examined the relation beiween anhedonia and affkctive flattening in 61 normal 

subjects and 61 major depressives. They found that depressives were more sensitive 

to displeasure and more anhedonic than controls. In addition, anhedonia and affective 

flattening were found not to be linked. It was concluded that physical anhedonia is 

not secondary to low emotional reactivity (i .e., affective flattening) and constitutes an 

independent dimension. 

As previously noted, anhedonia is also an important negative symptom of 

schizophrenia and generally a recognized symptom of schizophrenia (Giese-Davis, 

Miller, & Knight, 1993). However, as also noted, there is a lack of agreement 
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among researchers concerning the definition and number of negative symptoms (Loas, 

Bayer, & Legrand, 1996). This controversy dso exists with anhedonia. For 

example, while Andreasen considers anhedonia to be a negative symptom, Crow and 

Kay et al. (1987) do not. Both Kraepelin and Bleuler referred to anhedonic symptoms 

as one aspect of their patient's emotional impairment (Erlenmeyer-Kimling et al., 

1993). and regarded a lack-of outward display of emotion and significant emotional 

blunting as being central features or àgns of schizophrenia (Knng, Kerr. Smith, & 

Neale, 1993). 

Rado (1956) introduced the concept of anhedonia by d d b i n g  an innately 

defective 'integrative pleasure deficit" that was posited to affect al1 areas of Iife. 

Patients dong the schizophrenic continuum manifest what Rado (1956) and Meehl 

(1962) spoke of under the heading of "schizoidia," refemng to the presumed genetic 

liability for schizophrenia. For Rado (1956) anhedonia was one of the rnost important 

phenotypic expressions of schizoidia, reflecting some central dysregulation of hedonic 

control, such that the "schizotype" suffers a serious defect in the ability to experience 

pleasure. Indeed, observers of relatives of schizophrenic patients have noted certain 

behavioral deficits including oddities of behavior, eccenüicities, idiosyncratic speech, 

peculiar ideas, social awkwardness, and social aversion (Siever, Kalus, & Keefe, 

1993). These traits have been refined and codified into the DSM-IIIR (1987) criteria 

for schizotypal personality disorder. Paranoid, schizotypal, and schizoid personality 

disorden may represent variants of a broader schizophrenia spectnim of which 

schizotypal persondity disorder is a prototype (Siever et al., 1993). Rado argued that 
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represented a genetidy influenced defect that was fiindamental to the development of 

schizophrenia. Rado's theory suggested that the schuophrenic individual's lack of 

outward expression was due to an inability to experience emotions, at Ieast 

pleasurable ones. In addition, this low expressivity was believed to be an accurate 

refiection of the patient's interna1 state. 

There is some evidence to suggest that hedonic capacity is a heritable trait 

(Dworkin & Saczynski, 1984). In their study of schizophrenic twins, Berenbaum, 

Oltmanns, and Gottesman (1987) found that hedonic capacity is both genetically 

influenced and related to an individual's genetic loading for the development of 

psychiatric Uness. Katsanis, Iacono, and Beiser (1990) found that patients with 

SC hizophrenia, schizophreniform disorder and affective disorders aIi have hig her 

anhedonia scons than normal controls. Similady, Berenbaum and Oltmanns (1 992) 

found that blunted and nonblunted schizophrenic patients and depressed patients had 

higher anhedonia scores than nomal controls. Katsanis et al. (1990) concluded that 

anhedonia may be an expression of the genetic predisposition to psychosis in general 

and not just schizophrenia. Walker and Lewine (1988) have cited evidence that 

suggests that genetic factors play a larger role in the etiology of negative symptoms 

than of positive symptoms and that the heritability of anhedonia is partially 

independent of either a diagnosis of schizophrenia or depression. More recent 

evidence seems to suggest that anhedonia is less hentable than the global diagnosis of 

schizophrenia (Berenbaum, Oltmanns, & Gottesman, IWO). 
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In keeping with the genetic evidence, other investigators have show that 

anhedonia crosses diagnostic boundaries and that anhedonia and depression are 

separate phenomena. For example, Harrow, Grinker, Holzrnan, and Kayton (1977) 

noted tbat anhedonia is not necessary or unique to schuophrenïa, but that anhedonia is 

associated with patients who were more chronically iU and had greater premorbid 

social difficulty than those yithout anhedonia. In addition, anhedonic patients had 

poorer overail organization and more identity problems. Their adjustment prior to the 

onset of their disorder was poorer, as were their premorbid school and work 

performance. These findings are consistent with Kirkpatrick and Buchanan (1990) 

who studied anhedonia in deficit and nondeficit schizophrenic outpatienü. They 

found that the deficit syndrome patients had higher scores on the measures of physicai 

and social 

anhedonia 

anhedonia. Walker and Lewine (1988) and Grinker (1975) have noted that 

and depression are separate components in schizophrenia. This conclusion 

has been supported by Chapman, Chapman, and R a u h  (1978) in a study of body- 

image aberration in schizophrenics. These authors found that while greater 

depression and greater body-image aberration tended to acwmpany one another, 

physical anhedonia and depression were essentidly not correlatai (r- .O6). In 

explanation of this low correlation, Chapman, Chapman, and Raulin (1976) have 

noted that the items on the anhedonia questionnaires were worded to refer to 

longstanding characteristics rather than to present conditions. Therefore, these 

authors concluded that the anhedonia which occun in depression "is relatively 

transient" (p. 376) compared to the anhedonia occunng in schizophrenia (which is 
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longstanding) and the reported low correlation between depression and anhedonia is a 

reflection of this difference and the sale's ability to differentiate the two. 

However, there is continued controversy because Silverstone (1991) has also 

acknowledged that anhedonia is widely recognized to occur in depression. Rowever, 

in his investigation of anhedonia in a variety of mental ilinesses including major 

depressive disorder, h e t y  disorders @anic disorder, agoraphobia, social phobia, 

posttraumatic stress disorder, generalized anxiety disorder), psychoses (schizophrenia, 

schizophreniform disorder, delusional disorder, brief reactive psychosis), dcohol 

dependence or abuse, personality disorders, and a i i  other psychiatric diagnoses, he 

found that anhedonia occurred to a signifiant degree in over 5046 of patients, 

regardless of psychiatric diagnosis and, therefore, dws not discriminate between 

depression and other mentai disorders. The author concluded that anhedonia is not 

pathognomonic of morbid depression and cannot be relied upon alone to differentiate 

depressive Unes fkom other mental disorders. This study may have been 

compromised methodologically due to the mixture of the groups. For example one 

group contained psychotic patients (i.e., those with a diagnosis of schizophrenia, 

schizophreniform disorder, delusionai disorder, brief reactive psychosis, and 

psychosis NOS). It may also have been compromised by using a less diable 

measure of anhedonia, narnely the five items from the Hospital Anxiety and 

Depression Scale (HAD). As Kring et al. (1993) noted, it is important to use 

measures specifidly related to the experience of pleasure in order to more 

specifically investigate anhedonia. 
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Ln what was an originai effort to measure anhedonia more objectively in a 

variety of subjects, Chapman et al. (1976) developed the Physicai Anhedonia Scale 

(PAS) and the Social Anhedonia Scale (SAS) and both scales were thought to 

'measure a longstanding deficiency in experiencing pleasure, not merely transient 

depression" (Penk, Carpenter, & Rylee, 1979, p. 1051). Research with 

nonpsychiatric populations - - has found that individuals with low levels of hedonic 

capacity tend to be more introverted (e-g., Muntaner, Garcia-Sevilla, Fernandez, & 

Tombia, l988), more withdrawn with fewer heterosexual interests (Chapman, Edeii, 

& Chapman, 1980), and less socially competent (e-g., Beckfield, 1985). 

With respect to psychiatric patients it has been shown that depressives with 

less impaireci pleasure capacity are usually those with the least psychomotor 

retardation and least feeling of hopelessness (Clark, Fawcett, Salazar-Grueso, & 

Fawcett, 1984). In addition, anhedonia is likely to be milder and briefer in secondary 

(reactive) depressives than in those with unipolar depression (Miller, 1987). As Stone 

(1990) noted, endogenornorphic depression, either by itself or superimpose. on 

characterological depression, may Iead to a temporary anhedonia (state) or may 

intensify the anhedonia associated with the temperament (trait). Fawcett, Clark, 

Schefter, and Gibbons (1983) have contended that endogenomorphic or melancholic 

depression (Le., a subtype of major depression) exhibits high levels of anhedonia. 

In a study of predicton of suicide in major affecàve disorder, Fawcett et al. 

(1990) found that 'symptoms that were significantly more severe among those who 

committed suicide within 13 months than among those who did not commit suicide . 
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were loss of interest or pleasure (anhedonia), psychic anxiety, obsessive-compulsive 

f m m ,  global insomnia, and alcohol abuse" (p. 1191). These authors suggested that 

this anhedonic component may respond to the customary medications or to 

electroconwlsive therapy. Conversely, the anhedonia of schh~phrenk patients with 

prominent negative symptoms usually does not respond to amphetamines (Crow, 

1985) and may be aggravateci by neuroleprics (Carpenter & Hanlon, 1986). 

Studies of anhedonia in schizophrenia concluded that some schizophrenic 

patients exhibited an impairmen t in the experience andlor expression of pleasure. 

Many of these studies compared anhedonia levels in schizophrenic and depressive 

subjects. For example, Brown, Sweeney, and Schwartz (1979) studied the observer 

ratings of positive affect and self-mtirigs of pleasurable experience in schizophrenic 

and depressed patients. They found that the schizophrenics were observed to display 

significantly higher degrees of positive affect than depressed patients, but they 

reporteci significantly lower degrees of experienced pleasure. 

Katsanis, Iacono, Beiser, and Lacey (1992) examinecl the association between 

physical and social anhedonia and premorbid functioning, clinical state, and current 

level of adjustment in 91 schizophrenic and affwtive disorder patients (psychotic). 

They found that for patients with schizophrenia, anhedonia was significantly related to 

premorbid functioning. No association was found between the clinical state or level 

of adjustment at intake or follow-up. In affective disorder patients, no correlation 

was found between premorbid functioning (a stable characteristic) and sale scores, 

but moderately large correlations emerged between the scaies and clinical state and 



level of adjustrnent at both assessrnent times. These nsults suggested that 

schhphmiic and afkctive disorder patients endone items on these d e s  for 

different reamns. The results supported the contention that heightened anhedonia is a 

trait characteristic in patients with schizophrenia but a state characteristic for patients 

with mood disorder. This has been reiterated by Bernstein and Riedel (1987) who 

dm noted that the relationship between schizophrenia and anhedonia has been clouded 

by the involvement of depression. Overail the findings support Meehl (1962) and 

Rado's (1956) contention that a pervasive inability to experience pleasure may be the 

basis of asocidity in sctuzophrenic individuais. However, in a study examining 

anhedonia and premorbid competence in young nonpsychotic psychiatrie inpatients, 

Gamet, Glick, and Edell (1993), in contrast to Kamis  et al. (1992) (who found that 

for psychotic patients with mood disorders physical anhedonia reflezted state rather 

than trait factors), found that anhedonia was related to long-term characteristics 

(premorbid adjustment), but not to current chical state in patients with nonpsychotic 

mood disorders. More recently, Sax et al. (1996) examined the relationships among 

positive, negative, and depressive symptoms in schizophrenia and major depression 

with psychosis. They found depressive symptoms positively correlated with 

anhedonia/asociality of the SANS and avolition/apathy in both schizophrenic and 

depresseci patient groups. This study did not, however, examine paranoid versus 

nonparanoid schizop hrenia. 

Ln a study which examined prospectively the relationship between anhedonia 

and the development of schizophrenia or depression in high-risk subjects (i.e., 
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offspring of schuophrenic or aEectiveiy ill parents), as weli as in low-nsk subjects 

(Le., offspring of normal parents), Erlenmeyer-Kimling et al. (1993) found that the 

subject groups did not differ in anhedonia scores but did differ in childhood 

attentional dysfunction, psychosis, and social isolation, dl of which are more common 

in subjects at risk for schizophrenia. "In these subjects at nsk for schùophrenia, but 

not in the other two groups of subjects, childhood attentional dysfunction is related to 

anhedonia, mial isolation, and possibly nonparanoid psychosisn (Erlenmeyer-Kimling 

et al., 1993, p. 141). Furthemore, anhedonia seems to be related to psychosis only 

in female subjects, even though males overall are more anhedonic than fernales. 

These authors concluded that anhedonia is more likely to be characteristic of 

schizophrenia-related pathology than of affective disorders. They also concluded that 

it is not possible, however, to draw any firm conclusions regarding the relationships 

among attentional deviance, anhedonia, and an outcome of psychosis. Along these 

sarne lines and in contrast to Chapman et al. (1976) and Penk et al. (1979), Gamet et 

ai. (1993) concluded that the "degree to which state or trait variables may influence 

the self-report of anhedonia remains an important consideration for continued research 

using this maure  with various patient groups" (p. 582). 

As previously rnentioned, there is controversy sumunding the definition of 

and number of negative symptoms, and while some researchers consider anhedonia to 

be a negative syrnptom, others do not. Loas, Bayer, and Legrand (1996) examined 

the relationship between negative symptomatology and physicai anhedonia in 61 

chronic schimphrenic patients. The patients were first classified into negatives and 
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positives using the composite scores of the P A N S  and thui into low and high 

negatives using the negative subscale of the PANSS. The results showed tbat there 

were no signifiant correlations between physical anhedonia and the negative 

subscales of the PANSS. In addition, there were no signifiant differenees between 

the positive and negative schizophrenic groups on the BDI or dosages of antipsychotic 

medication. These same rq l t s  were dso found when comparing the low negative 

and high negative symptoms groups. These authors concluded that anhedonia is not a 

negative symptom. As previously mentioned, anhedonia is also a symptom of 

depression and the fact that these groups did not differ in Ievel of depressive 

symptomatology may partly account for their findings. bas et ai. (1996) did not 

examine schizophrenia by subtype (Le., paranoid venus nonparanoid), but rather the 

groups consisted of unspecified combinations of undifferentiated, paranoid, 

disorganùed, and residual schizophrenic patients. This is important given that 

Harrow et ai. (1977) found that anhedonia is associated with patients who were more 

chronically ill and had greater premorbid social difficulty than those without 

anhedonia. In addition, the anhedonic patients had poorer overall organization and 

more identity probiems and their premorbid school and work performance was ais0 

poorer. These features are typical of nonparanoid schizophrenic patients (e-g., 

catatonie, disorganized, and undi fferentiated su btypes) . 

Thus there are studies which offer validation that anhedonia is a negative 

symptorn and also a symptom of depression. However, at least one study (Le., Loas 

et al., 1996) suggested that anhedonia is not a negative symptom. In spite of this 
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inconsistmcy, there is evidence which suggests that anhedonia can be Mewed as both 

a ?rait and a state. It is unclear, however, whether schizophrenic or depressed 

patients will manifest state or trait anhedonia. To date this issue remains 

controversid. The study of anhedonia in schWphredic patients can become even 

more compücated when they are aiso depressad. It is evident from the previous 

literature review that anh-nia is present in a variety of different disorders and that 

anhedonia may anse for different reasons in different individuals. 

That is to say, anhedonia rnay arise fiom a variety of etiological staming points 

which rnay include the illnesses of schizophrenia and depression. Although anhedonia 

may be exhibited in schizophrenic patients and depressed patients, it is not easy to 

differentiate the etiology of anhedonia in schizophrenic patients who also have 

symptoms of depression. As is also evident, the vast majority of studies have 

examined anhedonia in schizophrenic patients as an homogenwus group. This has 

also largely been the case with the study of negative symptoms in schizophrenic 

patients. Only Berenbaurn and O1 tmanns (1992) have attempted to examine anhedonia 

in different groups of schizophrenia patients, namely blunted and nonblunted 

schizophrenic patients. However, no studies have attempted to examine anhedonia in 

paranoid versus nonparanoid schizophrenic patients. In addition, no study has done 

so while measunng depressive symptomatology concurrently. This is important given 

the vast arnount of literature, which will be covered separately, which supports the 

contention that paranoid schizophrenia is a separate disorder Rom the other subtypes 

of schizophrenia. However, before this issue can be discussed it will be necessary to 
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examine the issue of depression in paranoid schizophrenia with a preamble regarding 

etiological theones of paranoid symptoms llrespective of formai diagnostic boundaries 

(Le., paranoia, delusional disorder, or paranoid schizophrenia). This review will then 

be related to Zigler's and Glick's (1984, 1986, 1988) "unorthodox view" of paranoid 

schizop hrenia. 

Depression in Paranoid Schizophrenia 

EtioloeicaI Theones of Paranoid S v m ~ t o n s  

There are several etiological theories which have been put forth to account for 

the existence of paranoid symptoms. While some have argued causation through 

abusive backgrounds in childhood (Klein & Horowitz, 1949), others have emphasized 

causation through a developmental fkamework (Magaro, 1981; Meissner, 1978, 1981). 

Still others have proposed a behavioral mode1 which stresses that early prompting, 

modeling, and reinforcement are the primary causes of paranoid thinking (e-g., 

Haynes, 1986). The most popular theories of paranoid thinking follow a 

psychodynamic framework. Carneron (1963, 1975) proposed that when feelings of 

fnistration becorne intolerable, it is through sel'imposed isolation, lowered self- 

esteem and an elevation of the importance of negative events, that hostility and the 

causes of distress and anxiety are projected to those in the environment. Thus for 

Carneron, the individual's environment or what he coined the "paranoid pseudo- 

community" functions to give the paranoid individual an explanahon for his/her 

feelings of anger, resentment and anxiety, and to encapsulate the disordered thinking 

so that overall functioning can be maintained outside the delusional system (Waiker & 
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Brodie, 1980). Freud, on the other hand, Mewed paranoia as a defense aga& self- 

reproach (Meissner, 1978). Freud contended that there was a gradua1 wealcening of 

defenses against ~e~reproaches, which were projected on to othen and later retumed 

to consciousness in a delusional form (Carneron, 1975). He believed that paranoia 

was the result of a fidure to repress homosexual desires or tendencies and that 

delusions of jeaiousy resulted fkom unconscious homosexual tendencies which were 

defended against through denial and projection (Cameron, 1975). 

Mirowsw and Ross (1983) have proposed that paranoia is a profound form of 

social aüenation which stems from a sense of personal powerlessness developed 

through a belief in an external Locus of contrd. This sense of powerlessness and the 

experience of failure in the face of effort eventuaily lead individuals to mistrust 

othen. This mistrust develops particularly when the individual has experienced some 

form of Mctimization or negative life event. which in turn lads to a sense of 

alienation. According to Aaronson (1977) "paranoia is an atkmpt, albeit 

unsuccessful, to avoid the experience of powerlessness, for although it is the ultimate 

expression of powerlessness, the individual is constanîly seeking to gain mastexy 

through the paranoid delusional system" (p. 28). 

Zi~ler's and Glick's Unorthodox View 

Although the etiological theones of paranoid illness are widely varied, Zigler's 

and Glick's (1984, 1986, 1988) elaboration of the basic psychodynmic premise 

perhaps provides the best explanation for the relationship between paranoid illness 

(including paranoid schizophrenia) and depression. Zigler and Glick (1984, 1986) , 
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contended that paranoid illness and depression share severaI commonalities which 

include a preoccupation with the self and concems about inadequacy and guiit. In 

addition, while feelings of sadness andior mild depressive States have been "postulated 

to represent the low end of a continuum of severity with clinical depression at the 

opposite pole" (Gotiib, 1984, p. 19). paranoid symptomatology may also be thought 

of as being on a continuum of severity ranging fkom paranoid personai@ (including 

feelings of suspiciousness and inferiori &y) through the delusional disorders @SM-IIIR, 

1987) to the pathological extrerne of paranoid schizophrenia (Magaro, 198 1). FinaIly , 

both depressive and paranoid symptoms can acwmpany a varïety of other ilInesses 

(Freedman & Schwab, 1978; Meissner, 1978). 

Aithough Bleuler may have been the first to suggest that delusional experiences 

may a i l  be affective in nature, Bemos (1991) also noted that "delusions may, after 

ail, be secondary to afbtive changes" @. 9). Zigler and Glick (1984) have 

elaborated on this basic prernise. They contended that depressives, in their need to 

escape the psychic pain of a depressed mood, often employ maladaptive coping 

mechanisms such as the ovenise of alcohol, drugs, or mania. For them paranoia 

represents another way for depressed individuals to ward off a breakthrough into 

consciousness of depressive thoughts, thereby avoiding the painful experience of 

depression. Agreeing with this view is Meissner (1978, 198 1) who contended that 

lowered self-esteem, feelings of inadequacy, and depression are central 

psychodynamic issues in paranoid illness. Similarly, Heilbnin and Bronson (1975) 

asserted on the basis of their experimental findings that the onset of paranoid 
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mechanisms follows feelings of inadequacy and low selfeneem. Moreover, Koik and 

Brodie (1982) noted that paranoids blame othen for dissatisfactions with the self and 

thereby enhance self-esteem and "prevent a realistic but intolerable self-evaluationw 

(p. 447). As Meissner (1978) stated, "paranoid patients can only relinquish their 

paranoid stance at the risk of encountenng a severe depression" (p. lu). More 

recently, Roberts (1992) noted that "the chronically deluded patients professai a much 

stronger sense of purpose and meaning in life and less depression, and these 

psychological benefits appeared to be derived from their delusional systemn (p. 306). 

Therefore, according to Zigler and Glick (1984, 1986, 1988) delusions of persecution 

protect an individual against a sense of personal inadequacy by projecting 

responsibility for the inadequacy on to others or circumstances. Persecutory delusions 

and ideas of reference, by drawing attention to the self, also help to provide a sense 

of self-importance which in tum facilitates the enhancement of the self. Grandiose 

delusions epitomize the enhancernent of self-esteem. 

Zigler and Glick (1984, 1986, 1988) have conceptudized the relationship of 

paranoid schizophrenia to schizophrenia and depression b y drawing a metaphoncal 

parallel between gene expression and the manifestation of mental illness. Essentialiy, 

a genotype (Le., the underlying condition) can be ovenly manifested in a nurnber of 

different phenotypes (Le., overt manifestations of the genotype). Zigler and Glick 

(1984, 1986, 1988) contended that depression and schizophrenia represent genotypes 

which can give rise to a number of different phenotypes. Conversely, paranoia is 

essentially a phenotype that can be found in conjunction with a number of diffenng 
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genotypes. Generally, they asserted that unipolar depression, mania, aicoholism, and 

paranoh are the phenotypic expressions of the depression genotype, while the 

phenotypic paranoid illness could be the manifestations of several genotypes, Mmely, 

depression, substance abuse, and organic dysfunctions associated with aging (Zigler & 

Giick, 1988). Fmher, dthough these genotypes aii involve feelings of inadequacy, 

guilt and depression, the phenotype that paranoïa most resembles is that of mania, 

since in both instances, the depression is tumed upside-down which results in the 

assertion of the individual's self-wonh or well-being (Zigler & Glick, 1988). These 

authors have developed the "unorthodox view" that "paranoid schizophrenia is not a 

true schizophrenia but is best conceptualized as one of several possible responses to 

an underlying depressive moden (p. 289). An alternative, but weaker form of this 

hypothesis would be that there are two types of paranoid schizophrenics: (1) 

depressives and (2) true schizophrenics who respond with paranoia to the 

schizophrenic process (Zigler & Glick, 1988). Zigler's and Glick's theory of the 

relationship between depression and paranoid illness seems to carry more weight in 

iight of the previously discussed literature on the subsyndromes of schizophrenia 

which also identifid some relahonships berneen paranoid and depressive symptoms 

(cf. Kay & Lindenmayer, 199 1; Kay & Sevy, 1990; Norman & Malla, 1994). 

As previously outlined, there is some uncertainty as to whether depression 

occurs more often during the early, acute phase of schizophrenia (Hirsch, 1982). 

during the acute phase and after acute psychotic schizophrenic episodes (Lemer & 

Moscovitch, 1985), or during the postpsychotic phase (Siris et al., 1984). Al1 three 



viewpoints are consistent with Zigler's and Glick's contention that in paranoid 

schizophrenia, there is the expectation for "depressive symptomatoIogy to be 

manifested either in the early stages of the formation of delusions or at the time when 

paranoid symptornatology is abating" (Zigler & Glick, 1986, p. 161-162). In 

contrast, when the delusion is weil-formed and intact, evidence of depression should 

be minimal. In addition, there shouid be an inverse relationship between depressive 

and paranoid symptomatology during the course of the disorder, and depression 

should be found more in paranoid schizophrenia than in any other subtype (Zigler & 

Glick, 1984, 1986, 1988). 

An inverse relationship between paranoid and depressive symptoms has been 

supported by several case studies (Carlson & Goodwin, 1973; de St. Croix, Dry & 

Webster, 1988; Freedman & Schwab, 1978; Kovacs & Beck, 1978; Munro, 1982; 

Ross, Siddiqui, & Matas, 1987; Ward, Strauss, & Rice, 1982) which have shown 

paranoid symptomatology overshadowing depression and paranoid symptomatology 

later yielding to depression. The major drawback to these studies is that they mainly 

involved patients with other diagnoses besides paranoid schizophrenia. However, 

Candido, and Romney (1990) found that a group of paranoid patients (delusional 

disorder and paranoid schizophrenia) with syrnptoms of depression were less paranoid 

than a group of paranoid patients (delusional disorder and paranoid schizophrenia) 

who were not exhibiting any symptoms of depression. More recently, Dollf'us, Petit, 

and Menard (1993) found that forma1 thought disorder and persecutory delusions were 

associated with a decrease in the seventy of depressive symptomatology. h spite of 
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these findings, there are other studies (Leff, 1990; Norman & Malla, 1994; Sax et 

al., 1996) which have found a positive association between positive symptoms and 

depression. 

It is understood that given the link between dgressive and paranoid 

symptoms, one would be provided with the impetus to study depression in paranoid 

and nonparanoid schizophrenic patients. However, the vast majority of studies 

examining depression in schizophrenia included in McGlashan and Carpenter's 

(1976a) review, did not differentiate schizoohrenia by subt-m. This trend has not 

been altered to date. This is similar to the lack of research into different subtypes of 

schizophrenia as they are related to negative symptoms and anhedonia Nevertheless, 

apart fiom the evidence already presented, there is additional indirect evidence that 

paranoid schizophrenics are more depressed than nonparanoid schizophrenics and this 

will be discussed later in the section on suicide in schizophrenia, but f iat  it is 

important to examine the differences between parikoid and non&anoid 

schwphrenia. 

ParanoidINon~aranoid Dichotomv of Schizophrenia 

It was Kraepelin who formulated the traditional view that paranoia was a 

separate illness fiom schizophrenia. In addition, he viewed the paranoid subtype of 

schizophtenia to be the most common form of the paranoid illnesses. Consequently, 

paranoid schizophrenia was classifiai under the schizophrenic illnesses. In contrast, 

Meismer (1981) argued that the schizophrenic and paranoid dynamics are two 

separate and discriminable processes that operate independently. For Meissner, the 
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schizophrenic process is thought to have a disorganuing and dimiptive effect on the 

organization of cognitive processes and information processing. In con-, the 

paranoid process is thought to hnction in facilitating personality organization, and it 

is the intermingling of these two separate processes which is responsible for the 

psychopathology commonly seen in paranoid schizophrenia, 

Much of Meismer's work is in keeping with Magaro's contention that paranoid 

schizophrenia not be included within the general category of schizophrenia, but rather 

be reclassified dong with the paranoid disorders (Magaro, 198 1). This stance has 

also been reiterated by Zigler and Glick (1986) who contended that "the diagnosis of 

paranoid schizophrenia reflects the paranoid process but has linle to do with 

schizophrenia" (p. 156). Most recently, Munro (1995) noted that there are vaiid 

arguments to support the view that paranoid schizophrenia should be separated from 

the other subtypes of schizophrenia. For example, Jeste et al. (1995) and Zigler and 

Giick (1984) have noted that paranoid schizophrenics tend to be older on first 

admission to hospital and have a more favorable prognosis. Goodman (1989) and 

Kendler, McGuire, Gmenberg, and Walsh (1994) have supported the view that 

paranoid schizophrenics have a better prognosis than the other subtypes of 

SC hizophrenia. In addition, paranoid schizophrenics are generally more in tact and Iess 

disturbed, and show better premorbid competence than nonparanoid schizophnnics 

(Burack & ZigIer, 1989). 

Recently, McGIashan and Fenton (1991) and Castle and Murray (1993) have 

reiterated much of Zigler's and Glick's (1984) findings and have further suggested 
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that age of onset is disaïminating for paranoid, hebephrenic and undifferentiated 

subtypes, with the paranoids being the oldest and the hebephrenic patients the 

youngest. Beratis, Gabriel, and Hoidas (1994) have more recentiy supported the 

contention that paranoid schizophrenics have the latest age of onset compareci to al1 

other subtypes of schizophrenia. McGlashan and Fenton (1991) have also noteû that 

there appean to be a genetic distinction between paranoid and nonparanoid 

schizophrenics, with the latter showing more farnilidity than the former. With 

respect to early course of the disorder, the paranoid schizophrenics are typically 

acute, intermittent, distinct, and reactive; whereas the hebephrenics are often 

insidious, continuous, and distinct from premorbid state, but nonreactive; and the 

undifferentiated patients are usually insidious, continuous, nonreactive, and poorly 

disthguished from the patient's premorbid functioning. Moreover, the paranoid 

schizophrenic patients have a more acute onset of the disorder and display an illness 

that is relatively field dependent (Le., sensitive to life events) (McGlashan & Fenton, 

199 1). 

Coeni tive Functionin q 

With respect to cognitive functioning, it has been concluded that "cognitive 

differences exist between paranoid and nonparanoid schizophrenic patients" (Butler & 

Braff, 1991, p. 638). Magaro (1981) postulated an "integration theory" of 

schizophrenia and paranoia. This theory holds that schizophrenics and paranoid 

individuals have different cognitive processing styles which are determined by 

differences in information processing. For example, it has been shown that on the , 



68 

Rorschach, paranoid schizophrenic patients give less muen t  color responses and 

show better form level, organization and field articulation than do nonparanoid 

schizophrenics (Meissner, 1981). Meissner (1981, 1986) noted that in paranoid 

schizophrenks the conceptual capacity is better p r e ~ e ~ e d  and personality integrahon 

is more developed and las fiagmented than in nonparanoid schizophrenics. Magaro 

(1981) in his review of the literanire noted that paranoid schizophrenics arr more 

similar in cognitive style to the paranoid disorden than nonparanoid schizophrenics in 

that paranoid schizophrenics are Less distractible, show greater rigidity in concept 

formation, exhibit percephiai overinclusiveness, can process complex information 

more quickly, typically score higher on measures of intelligence, have faster reaction 

times on cognitive tasks (e-g., better short-term memory retrïeval), and generally 

have better premorbid adjustment. This latter finding has aiso been supporteci by 

Ritzler (198 1). Finally, Magaro (198 1) has concluded that overall, the conceptual 

capacity of paranoids is more intact and the personality is better integrated. 

Conversely, nonparanoids react to stimuli in a more global fashion and have less weU- 

developed conceptuai abilities. 

Moreover, paranoid schizophrenics can classify or conceptualize information, 

but have a tendency for underreliance on perceptual input. Therefore, paranoids have 

a tendency to fit new perceptions into their already ngidly established rhemata (Le., 

conceptual rigidity). Conversely, nonpranoids rely on their perceptions but have 

difficulty conceptualizing new information. Consequently, they typically exhibit a 

tendency toward lwse associations and disorganized cognitive processes (Magaro, 



69 

1984). It is important to note that this paranoid-nonparanoid dichotomy is 

stxengthened by the fact that the performance of normal subjects on these various 

cognitive tasks tends to f a  between that of paranoids and nonparanoids (hbgaro, 

1981, 1984; Zigler & Glick, 1988). Since concept formation is considend to be a 

left hemisphere function while percephial inkgration is considered to be a right 

hemisphere function, it may be that paranoids and nonpamoids exhibit some 

d ysfunctioning in the ngh t and left hemisphere, respectively (Magaro, 1984). 

Further evidenœ of the fundamental ciifference in cognitive functioning which 

exists beween paranoid and nonparanoid schizophrenics cornes fiom Kline, Smith, 

and Ellis (1992) who found that paranoids and nonparanoids d a e r  in their 

characteristic modes of processing emotionai information. These authon have shown 

that nonparanoids are deficient in overu Iabeling of facial affect, suggesting a weak 

cognitive schema for emotional information. The paranoids were particularly more 

accurate than the nonparanoids at labeling the negative facial affécts, suggesting well- 

developed negative emotional aspects in their cognitive schema. As previously 

mentioned, paranoid schizophrenics may be more predisposed to suffer from 

depressive symptomatology than nonparanoid schizophrenics. Walker, McGuire, and 

Bettes (1984) found that depression influences facial affect recognition. Therefore 

this may be indirect evidence for more depression occumng in paranoid 

SC hizop hrenia. 



With respect to the neuropsychological evidence of the paranoidhonparanoid 

dichotomy, Langeli, Purisch, and Golden (1987) found that differences favoring 

paranoids were found on five La-Nebraska Neuropsychological B a q  d e s  

measuring complex motor hinctions, concentration, and proçessingiretrievd of 

complex information. These authon concluded that nonparanoid schizophrenics show 

more deficient performance on tash of left anterior frontal fwictioning than the 

paranoid schizophrenics who show superior left antenor frontal functioning in 

cornparison. SimilarIy, Gnuelier, Seymour, Wilson, GaUey, and Hinch (1988) 

found that schizophrenics who were characterized as actively exhibiting delusions, 

cognitive acceleraton, and overactivity (Le., paranoid schùophrenics) demonstrated 

relatively intact, and in some cases superior, performance on tests of left-frontal 

function such as word fluency, with accompanying deficits on tests of right 

hemisphere function. Bornstein et al. (1989) who compared neurops ychological 

deficits in paranoid and nonparanoid schizophrenics and schizoaffective subgmups 

found that the nonparanoid group had significantly more positive and negative 

syrnptoms than the paranoid group. Overail, the resulîs on a battery of 

neuropsychological tests showed that the paranoid schizophrenic patients had re1ativeiy 

less impairment compared with their nonparanoid counterparts. More specifically, 

Rosse, Schwartz, Mastropaolo, Goldberg, and Deutsch (1991) found that paranoid 

patients sorted more categories and made fewer perseverative errors on the Wisconsin 

Card Sorting Test (WCST) than the nonparanoid schizophrenic patients. 



Studies of attention reveai that schizophrenic patients display attentional 

deficits that Vary according to several clinical dimensions, including severity of 

illness. In a study of the relationship between intake of information to modulation of 

focused attention among paranoid and nonparanoid schizophrenics, Rund, (l982f 1983) 

found that paranoid schizophrenics are better at maintaining their attention to task 

even under distracting conditions. More recendy, Levin, Yurgelun-Todd, and Ctaft 

(1989) found that nonparanoid and negative-symptom schizophrenics perform more 

poorly on tests of attention than do paranoid or positive-symptom schizophrenic 

patients. 

Other studies have s hown that paranoid schizophrenics, like affective disorder 

patients, have a signifiant right-hand advantage on an index of lateralized motor 

strength (Le., measuring gnp strength), and nonparanoid schizophrenics showed 

significantly less lateralization (Memn, 1984). These results are in agreement with 

Gruzelier's (1981) proposal that paranoid schizophrenics may display an 

overdependence on left hemisphere function. Related to this is the finding that 

paranoid schizophrenics have been shown to exhibit an abnormal reliance on right ear 

listening (Lerner, Nachshon, & Carmon, 1977), a result compatible with an 

overdependence on left hemisphere processing in paranoid schizophrenics. Although 

Liddle (1987a) has corroborated Magaro's cognitive profile of paranoids, he has noted 

from neuropsychological evidence that correlates of paranoid symptornatology seem to 

be associated with left temporal lobe dysfunction, whereas correlates of other positive 

symptoms (e.g., shallow , euphoric or silly affect, thought derailment or tangentiality) 
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and of negative symptoms (e.g., apathy, slowness or flat affect) may be associated 

with dydunction in two different sites within the frontal lobes respectively. 

In contrast, Stevens (1988) has cited evidence to suggest that patients with 

temporal lobe epilepsy in conjunction with paranoid inness (paranoid psychosis or 

paranoid schizophrenia) more commonly have nght sided cerebral hemisphere lesions. 

Moremer, Singh, Kay , and- ûpler (l987), based on their observation of 

phannacogenic response to anticholinergic agents, found that schizophrenics generally 

exhibited signifiant exacerbation of total psychopathology , including positive but not 

negative symptoms. However, hirther analyses revealed worsening of total 

psychopathology and positive symptoms among catatonie, schizophreniforrn, chronic, 

and good ou!come cases, but negative symptoms aione were significantly increased 

among paranoids. The authors suggested that paranoid schizophrenia is a distinct 

category and that nonparanoids may be subdivided into positive and negative 

subtypes. In his review of the evidence Bracha (1989) has not& that although 

hyperdopaminergia is most common in the left hemisphere of the brain, it also oaiurs 

in the right hemisphere in the striatal area which is closely linked to the limbic systern 

and is associated with such non-motor functions as cognition, arousal, and attention. 

Bracha (1989) fùrther noted that rïght-sided hyperdopaminergia may be more common 

among paranoid schirophrenics. The link, according to Bracha (1989). is that 

research has suggested that delusions have been attributed to right fronto-parietal 

cortical dysfunction. which rnay result in disturbance in selective attention in 

xhuophrenic individual S. 



Bioloeical Evidence 

In a study examining digerences in brain and cerebral spinal fluid (CSF) 

volume in a varie9 of patients, Gur et al. (1994) found that when the schizophrenic 

patients were divideci into negative symptom subtype, positive Schneiderian subtype, 

paranoid subtype, hebephrenic subtype, and patients who were unclassified, the 

paranoid patients had normal cranial, brain, and ventricular CSF volumes compand 

to the other groups. In spite of paranoid schizophrenics exhibiting more normal 

brains, Cirincione, Steadman, Robbins, and Monahan (1992) reported that there are 

more studies which have shown paranoid schizophrenics to exhibit more violent 

behavior than nonparanoid schizophrenics, although these authors caution against 

making firm conclusions until more studies have been completed. 

Further evidence for the paranoid-nonparanoid dichotomy has emerged from 

genetic studies. Although Tsuang, Winokur, and Crowe (1980) have contended that 

such a dichotomy based on genetic studies is unfounded, in their review of the 

literature, Kendler and Davis (1981) have noted that paranoid schizophrenia tends to 

run in families at least to a moderate degree and that the evidence of schizophrenia is 

less common among the relatives of paranoid schizophrenics as compared to 

nonparanoid schizophrenics. Although a "noncomplete homotypia in monozygotic 

twins indicates a complex etiology regarding subtype, we are probably not dealing 

with totally different disorders, although they [paranoid and nonparanoid 

schizophrenia] are phenomenologicall y different" (Onstad, S kre, Torgersen, & 

Kringlin, 199 1, pp. 205-206). 



Additional biological evidence cornes fkom a cornparison of biochemicai 

activity in both chronic paranoid and nonparanoid schizophrenics. The enzyme 

monoamine oxidase (MAO) breaks down serotonin into 5-hydmxyindoiacetate. It has 

been reported that paranoid schizophrenics have a significantly lower platelet 

monoamine oxidase activity as cornpareci to a nonparanoid group (Buckman, Kling, 

Sutphin, Steinberg, & Eiduson, 1990; Marcolin & Davis, 1992; Meltzer & Zureick, 

1987; PotlOn, Cannon, Murphy, & Wyatt, 1978; Walker & Lewine, 1988). In a 

study examining the platelet serotonin in subtypes of schizophrenia and unipolar 

depressed patients, Muck-Seler, Jakovljevic, and Deanovic (1991) found that 

hyperserotonemia was usually observeci in patients with psychotic featurës (Le., in 

paranoid schizophrenia and psychotic depression), whereas hyposerotonemia, although 

less common than hyperserotonernia, was present in nonparanoid schizophrenia and 

nonpsychotic depression. These authors explaineci these results as suggesting that 

hyperserotonemia is a hinction of psychotic symptoms. An interesting finding is that 

neuroleptic administration appears to lower MAO levels which would likely increase 

serotonin levels, and MAO levels in dmg-free schizophrenics appear to be similar to 

one another (Marcolin & Davis, 1992). Whether serotonin ievels are the result of 

psychotic symptoms or their treatment remains to be elucidated. With respect to the 

newer atypical neuroleptics, Iqbal, Goldsamt, Wetzler, Schwartz, and Van Pragg 

(1993) noted that the demonstrated efficacy of serotonin antagonisu (e-g., clozapine 

and risperidone) in the treatment of schizophrenia may suggest that decreasing 

serotonin function is antipsychotic. However, these authors further noted that, 
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although the implication is that schuaphrenia may be the result of tao much 

serotonin, the relationship between psychotic symptoms and single neurotransrnitten 

is very complicated, particularly in light of the fact that some refhctory 

schizophrenics are also not helped with dnigs iike clozapine and risperidone. 

Furthermore, "it is unknown whether the antipsychotic effects of [serotonin] receptor 

blockers are deterrnined by- their indirect effects on the dopamine system, or whether 

suppression of serotonin systems is an antipsychotic mechanisrn in its own right" 

(Iqbal et al., 1993, p. 187). "The importance of serotonin antagonism in the overall 

efficacy of clozapine is unclear" (Curtis, Wright, Reveley, Kenvin, & Lucey, 1995, 

p. 642). 

Apart fkom Bracha (1989) who noted that nght-sideci hyperdopaminergia may 

be more common among paranoid schizophrenics, there is also evidence to suggest 

that brain norepinephrine levels are higher in pglanoid than in nonparanoid 

schuophrenics (Farley, Price, & McCullogh, 1978; Hom y kiewicz, 1982; Kendler & 

Davis, 198 1). Similarly, Garza-Trevino, Volkow, Cancro, and Contreras (1990) 

noted that autopsy studies have shown that norepinephrine is increased in the nucleus 

accumbens, particularl y in paranoid schizophrenics. Investigators have also found a 

decreased senim Level of dopamine-ben-h ydmxy lase activity in paranoid 

schizophrenics which converts dopamine to norepinephnne in noradrenergic neurons 

(Meltzer, Nasr, & Tong, 1980). Recently, however, it was found that levels of 

dopamine-beta-hydroxylase could not differentiate between paranoid and chronic 
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undifferentiated schizophrenic patients (van Kammen, KeUey , Gilbertson. Gurklis, & 

O'Connor, 1994). 

Based on the previous review it is evident that much of the biological evidence 

is controversiai, particuiariy with respect to emotion and cerebral laterality (Cofiey, 

1987), and enzyme assays (Pandey et al., 1995). Nevertheless, evidenœ nom a 

variety of different types of research including cognitive style of patanoids, 

information processing, familial heritability of paranoid schizophrenia and 

neurotransmitter assays dl contribute to the contention that paranoid schizophrenia 

may be a separate disorder from the other subtypes of schimphrenia. In fact, as 

Nicholson and Neufeld (1993) have noted, "the paranoid-nonparanoid dichotomy has 

b e n  the most consistently supporteci both clinically and in experimental research" (p. 

1), and that the paranoid form of schizophrenia is less severe than the nonparanoid 

forms of schizophrenia. This conclusion was based on evidence which suggestcd that, 

with chronicity, paranoid schizophrenics slowly lose their paranoid symptoms and 

develop into nonparanoid schizophrenics (PfohI & Winokur, 1983; Ritzler, 1981). 

Although there are changes in the opposite direction (Le., nonparanoid to paranoid 

statu), they are considerably less common (Nicholson & Neufeld, 1993). 

Nevertheless, the controveny has continuai with Kendler et ai. (1994) who stated that 

"paranoid schizophrenia is not a milder fonn of schizophrenia" @. 849). 

Further research which tends indirectly to differentiate paranoid schizophrenia 

from nonparanoid schizophrenia and provides further evidence for depression 
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occurring more in paranoid schizophrenia than in the other subtypes of schizophrenia 

is found in the fiteratun on suicide in schizophrenia, 

Suicide in Schizo~hrenia 

Not surprisingly, depression secondary to schizophrenia has b e n  linked to 

suicidai behavior in schizophrenics (Bïack, Winokur, k Warrack, 1985). In fêct, 

"suicide is a much greater problem in schizophrenia than is often acknowledgedm 

(Becker, 1988, p. 1271). More recently, Caldwell and Gottesman (1990) and 

Maomai (1994) have noted that suicide has emerged as the most senous clinical 

problem in the management of schizophrenic patients. Moreover, recent studies place 

the risk of suicide for schizophrenic patients at a level comparable to that for affective 

disorder patients. It has been reported that in Canada, at least 20% of ail 

schizophrenic patients WU attempt suicide and 10% will be successful (Maomai, 

1994; ShuwaU & Siris, 1994). In the general population of the United States the ratio 

of male to female suicides is about 3: 1, whereas in the schizophrenic population the 

ratio is closer to 2:l (CaldweIl & Gottesman, 1990). 

Although many risk factors for suicide have been identified, attempts to predict 

which schizophrenics will commit suicide have been unsuccessful because tm many 

false positive and false negative patients are being identified with the various 

combinations of risk factors (Earle, Forquer, Volo, & McDonnell, 1994; Roy, 1986). 

Nevertheless, acwrding to Caldwell and Gottesman (1990) young white male 

schizophrenics with psychological features of depression (Le., sense of wonhlessness, 

self-reproach or guilt, suicida1 ideas, and hopelessness), and a prior history of suicide 
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attempts are at particularly high ri&; such high-risk patients are more than twice as 

likely to commit suicide as patients in the schUophrenÏc population in generai. In 

addition to depression and hopelessness, other rïsk factors include high inteIligenœ 

(i.e., high I Q ,  gradual onset of iilness, and chronic status (Westermeyer, H m ,  & 

Marengo, 199 1). Similar risk factors have been found by other investigators (Cheng, 

Leung, Lo, & Lam, 1990; Cohen, Test, & Brown, 1990). 

In a longitudinal study of suicide in general Goldney, Smith, Winefield, 

Tiggeman, and Winefield (1991) found that suicide was associateci with low self- 

esteem, depressive affect, and hopelessness. The risk factors for suicide, which 

schizophrenic patients share with the general population, include a sense of 

hopelessness, a past history of depression or suicide attempts, and being unmanieci or 

unemployed. As in the general population, male schizophrenic patients are at a 

higher risk for suicide than fernales. Whites are also at an increased risk in both 

populations (Caldwell & Gottesman, 1990). Hu et al. (1991) have noted frorn their 

study that suicidal schizophrenics had a history of suicide attempts, presence of 

psychotic symptoms duting their final month, depression during their final month, a 

history of depression, and a history of previous psychiatric hospitalizations. S huwall 

and Siris (1994) found that in a group of schizophrenic and schizoaffective patients, 

residual psychotic symptoms contributeci to the experience of suicidal ideation in 

addition to the depressive symptoms, but it is unknown ftom this study whether 

residual psychotic symptoms contribute to actual suicide attemptkompletion. Hu et 

al. (1991) also suggested that their findings agreed with other studies in that the risk 
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of suicide becornes higher after the patient's reality testing and insight are impmved. 

It is undentandable that a gain in insight might contribute to suicida1 ideation since, 

as previously mentioned, it is also a risk factor for depression in schizophrenia. 

The N k  factors which distinguish schizophrenic patients h m  the gened 

populaîion include youth, a college education, chronic illness with numerous 

exacerbations and remissions, d i s t i c  awaxeness of the deteriorative effects of 

schizophrenia and a nondelusional negative assessrnent of the future during a 

nonpsychotic phase, identity disturbance, and fear of further mental disintegration 

(Caldewell & Gottesman, 1990). Given what is known about the cognitive 

capabilities of paranoid schizophrenic patients, it is possible that some of the risk 

factors mentioned above (Le., college education, reaiistic awareness of the 

deteriorative effects of schizophrenia) may be thought of as being descriptive of 

people with paranoid schizophrenia. 

Other studies on suicide in schizophrenics add fûrther support for Zigler's and 

Glick's contention that more paranoid schizophrenics should be depressed than any 

other subtypes. For example, Drake, Gates, Whitaker, and Cotton (1985) reported 

that schizophrenics who commit suicide tend to be more educated and have a higher 

level of intelligence (Westermeyer et al., 199 1). From the evidence cited b y Magaro 

(198 1) on the cognitive capabili ties of paranoid schizophrenics, they would likely be 

more educated and have higher levels of intelligence than the other subtypes. 

Although Drake et al., (1985) have cited severai studies which suggest that paranoid 

schizophrenics have a higher suicide risk than other diagnostic groups, these authors 
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aiso contend that there are no controiied studies to support this claim. However, Roy 

(1982) showed that of 24 male schizophrenics who committed suicide, 16 were 

undifferentiated whiîe eight were paranoid, and of six fernale schizophrenics who 

committed suicide one was undifferentiated while five were paranoid. 

Recentiy , Westenneyer and Harrow (1989) noted that paranoid schizophrenics 

may be more iikely to commit suicide than other subtypes and that low seksteern is 

a nsk factor for suicide in schizophrenics. This latter finding has also been noted by 

Roy, Thompson, and Kennedy (1983). In addition, Drake and Cotton (1986) noted 

that depressed schizophrenics with feeIings of hopelessness, worthIessness, self- 

reproach, or guilt are at a greater nsk for suicide than nondepressed schizophrenks 

and that these types of psychological or cognitive symptoms are more associated with 

suicidal behavior than the more vegetative symptoms (e.g., sleep and appetite 

problems). More recently, Jones et al. (1994) found that of 57 randomly recruited 

schizophrenic subjects, 25 had a history of suicide attempt. Of these 25, 13 met the 

criteria for major depression, while 3 of the nonattempters met criteria for major 

depression. In addition, 60% of the attempter group were diagnosed with paranoid 

schizophrenia. This finding, however, may merely reflwt the base rates given that 

the incidence of paranoid schizophrenia is higher than that of the other schizophrenia 

subtypes. Although this study examined attempts at suicide, no conclusions can be 

drawn from this study about whether more paranoid schizophrenics actually completed 

suicide. 
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One might expect that suicida1 behavior in paranoid schwphrenics may be a 

function of their delusions. In his review of the evidence Roy (1986) suggested that 

comrnand auditory' hallucinations or persecutory delusions are probably in muent 

causes of suicidal behavior in schizophrenics, although Maomai (1994) contends that 

hallucinations should be considered a risk factor. Drake, Gates, Cotton, and 

Whitaker (1984) also r epom that "suicida1 behaMor in schizophrenia seems to be 

motivated by a nondelusional assessrnent of the future . . . [but is] expresseci in terrns 

which are neither md-distorted nor thought-disordered" (p. 6 16). Rather, "suicide 

occun more frequently dunng periods of depression and hopelessness than during 

episodes of intense psychosis" (Drake et al., 1985, p. 90). This is comparable to the 

finding that depressed patients who eventually committed suicide had high Ievels of 

hopelessness, compareci to depressed patients who did not commit suicide (Cohen et 

al., 1990). As previously mentioned, Jones et al. (1994) found that suicide attempters 

with schizophrenia were "significantly more likely to meet criteria for a major 

depression than nonattemp tersn (p. 8 1). 

The finding that suicide in schizophrenics is associated with depression has 

also been supportai by Addington and Addington (1992) who studied 50 consecutive 

admissions with schizophrenia to two psychiatrie admission units in a general teaching 

hospitai. The results indicated that a history of attempted suicide was significantly 

correlated with levels of depression and with the presence of a major depressive 

episode both at the time of acute relapse (tirne 1) and at a time of relative remission 

(time 2). The association was swnger at the time of relapse when levels of 
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In addition, cunwit suicida1 thinking was measured and 

associated with depression at both time 1 and time 2. The 

authon condudeci that attempied suicide among rhuophrenics is as likely to occur in 

the context of depression as it is in the nonschuophrenic population. Similarly, Roy 

(1990), based on his review of the issue, concluded that there is an association 

between depressive syrnptoms and both completed and attempted suicidal behavior 

among schizophrenic patients. Findly, Addington and Addington (1992) found that 

Ievels of depression were highest at the time of relapse, when positive symptoms are 

at their highest. This has also been noted by Green, Nuechterlein, Ventura, and 

Mintz (1990) and Knights and Hirsch (1981). Dasson, Mezzich, and Keshavan 

(1990) have also noted that suicidal schizophrenics tended to exhibit depression, 

aggressiveness, substance abuse, and a severe and progressive impairment in adaptive 

functioning. Although Addington and Addington (1992) did not examine paranoid 

schizaphrenics as a separate group, they fumer suggested that "chronic 

schizophrenics who have a poor or incomplete response to medication and who 

continue to have residual positive symptoms have a higher nsk of suicide" (p. 290). 

Nieto et ai. (1992) noted that 80% of the schizophrenic suicide attempters, in their 

study, showed delusional and hallucinatory symptoms at the time of attempt and that 

suicidai acts which are violent but not fatal, seem to be associated far more with 

positive syrnptoms than with depressive symptoms. These authors, in contrast to the 

majority of studies in this area, including Addington and Addington (1992), found 

depressive symptoms to be scarce at the time of attempt. Given the reuospective 
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nature of the Nieto et al. (1992) study, the depressive symptoms rnay have been 

ignored at a time of acute psychosis (cf. Hinch, 1986). andfor the depressive 

syrnptoms rnay have been masked by the paranoid symptoms (cf. Zigler & Glick, 

1984, 1986, 1988). thereby leaving no record of their existence. There has kai one 

study which compared symptoms of dysphoria (depression and anxiety) and positive 

and negative symptoms in paranoid and nonparanoid schizophrenics and 

schizoaffective patients. The resulu showed that "dysphoria is more likely to be 

associated with positive rather than negative symptoms regardless of diagnostic 

subtype or predominant symptom typet' (Lysaker et al., 1995, p. 1 16). The problem 

with this study is that the authoe measured dysphoria by combining global measures 

of depression and anxiety which likely confounded the results. As these authors 

noted, "it rnay be  that research sepmte1y examining the individual features of 

depression . . . will detect divergent patterns of relationships between individual 

characteristics . . . of depression and negative and positive symptoms" (Lysaker et 

al., 1995, p. 117). 

Although al1 schizophrenic patients rnay experience residuaI symptoms, 

pamnoid schizophrenic patients rnay be at a greater risk since it is known that 

neuroleptics are ofien ineffective in completely reducing delusional thinking (Butler & 

Braff, 1991). This would tend to support the contention of Zigler and Glick (1988) 

that paranoid schizophrenics rnay be at a greater risk for postpsychotic depression, 

and the literature which suggests that paranoid schizophrenics rnay be at a greater risk 

for suicide. Given that several authors (e.g., Addington & Addington, 1992; Cheng 
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1990; Drake et al., 1984, 1985; Roy, 1990; Westermeyer 

suicide among schizophrenics more like1y occun as a 

remit of the accompanying feelings of depression and not delusions or command 

hailucinations (Drake et ai., 1985; Roy, 1986), it is thuefore possible that paranoid 

schizophrenics m e n c e  a greater degree of depression than nonparanoid 

schizophrenics. In addition, Medmgas, Wicki, and Angst (1994) have reported that 

as severity of depression increases in patients with major depression, so does risk for 

suicide. Given this hding and the hypothesis that more paranoid schizophrenics 

should experience depression, it rnay also be true that paranoid scfiizophrenic patients 

would commit suicide more often. lsometsa et ai. (1994) have reported, fiom their 

findings, that of the suicide victims with major depression, "few were receiving 

adequate treatment for depression' (p. 530). Piccinelli and Wilkinson (1994) also 

noted that " many patients with depressive disorders may receive inadequate treatmen t " 

(p. 303). Therefore, it is possible that depression in schizoptuenia is not adequately 

treated given the comparable suicide rate of schizophrenics to depressive patients, and 

this rnay be particularly true for paranoid schizophrenics given their hypothesized 

greater risk for suicide and the fact that depressive symptoms in schitophrenic 

patients are often overlooked or ignoreci. 

Another piece of evidence linking suicide with paranoid schuophrenia cornes 

fiom a study by Candido and Romney (1990) who studied the attributional style of 

paranoid patients @aranoid disorders and paranoid schwpiuenics), depressives, and 

patients who were both paranoid and depresseci. Apart from the attributional results, 
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the authors also found that as the level of paranoia increased so did the fkequency of 

grandiose delusions and the level of self-esteem, and the level of suicida1 ideation, 

depression, and depressive attributional style demaseci. Conversely, as the level of 

depression increased so did the level of suicidal ideation and depressive attributional 

styie, and the fkequency of grandiose delusions and level of self-esteem decreased. It 

is important to note that frequency of persecutory delusions between the paranoid 

and paranoid-depressed groups were not signi fican tly di fferen t from one another. 

According to psychodynamic theory, it is the grandiose delusions which 

epitomize the enhancement of self-esteem (Zigler & Glick, 1984, 1986, 1988) and 

defend agahst feelings of self-reproach (Cameron, 1975). Lyon, Kaney, and Bentall 

(1994) have most recently supported the view that "delusions function as a defence 

against underlying feelings of low self-esteern" (p. 637). The traditional view of 

delusional development purported that the grandiose delusions are developed 

secondarily tu the penecutory delusion in order to rationalite the existence of the 

persecutory delusion (Salzman, 1960). This would explain w h y those individuals with 

more grandiosity (i.e., more paranoid symptomatology) had les  depression, a higher 

seIf-esteem, and a less depressive attributional style, than those individuais with less 

grandiosity. Thus, individuals who are more grandiose, may be more successful at 

masking their depressive symptoms. Conversely, individuals who are less grandiose 

may be less successful at masking depressive symptoms. 

Although the Candido and Romney (1990) study was cross-sectional, it did 

lend support for the theory that paranoid delusions c m  mask depression and that there 
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is an inverse relationship between paranoid and depressive symptomatology. 

However, it may be that the paranoid and paranoidldepressed groups represent 

separate and stable subsrpes and that the& levels of paranoïa and depression do not 

change. It is possible that the content of the delusiori may-be the deciding factor in 

whether paranoid symptoms completely mask or only partially mask the depressive 

symptoms. 

Findly some indirect evidence which rnay support the idea that suicide may be 

more common among paranoid schizophrenics cornes fiom the literature previously 

discussed regarding the neurotransmitter serotonin. Recall that the studies previously 

cited found that paranoid schizophrenics had hyperserotonemia and a reduced level of 

monoamine oxidase activïty. Just as high levels of serotonin have been found in 

paranoid schizophrenics and patients with psychotic depression, low levels of 

serotonin have been found in nonparanoid schizophrenic patients and nonpsychotic 

depressed patients (Muck-Seler et al., 1991). Reduced levels of serotonin have not 

only been implicated in depression, but also in suicidal behavior (Nielsen et al., 1994; 

Pandey et al., 1995; Traskman-Bendz et al., 1993). The fact that hyperserotonemia 

has been Iinked to psychotic symptoms (Muck-Seler et al., 1991), and low serotonin 

levels are associated with depression and suicidai behavior, it may be that paranoid 

schizophrenics in the postpsychotic phase of their illness have moveà from being 

hyperserotonemic to hyposerotonemic at a level lower than that found in nonparanoid 

schuophrenic patients, and therefore, may exhibit more depression and suicidal 

behavior than their nonparanoid counterparts. This seems to be supported by the fact 



that serotonin antagonists (e.g. CIozapine and Risperidone) reduce serotonin 

functioning (Iqbal et al., 1993). It is possible that this serotonin dymgulation might 

underlie a propensity towards aggression. anxiety, depression and suicide (Apter, 

Plutchik, & van Praag , 1993). As previously noted, however, speculation regarding a 

single neurotransmitter is difficult given the lack of knowledge in this area and the 

interdependence of neurotransmitter systems. Furthemore, some believe that 

"serotonin hnction is not linearly related to the level of depression" (Delgado et al., 

1994, p. 867). Thus there is evidence fiom a variety of sources which have 

suggested that depression and suicidal ideationlbehavior may be more common among 

paranoid schizophrenics as opposed to their nonparanoid counterparts. 

Rationale for the Study 

It is evident from the previous literature review that depression is a serious and 

important factor to be considered in the treatment and care of schizophrenic patients. 

It is understandable, given the difficulty in differentiating true depression from 

neuroleptic induced extrapyramidal side effects or deciding whether depressive 

symptoms are mily adjunctive to the schizophrenic illness, that depression in 

schizophrenia is often overlooked or ignored in favor of treating the more obvious 

positive syrnptoms. The importance of recognizing and treating postpsychotic 

depression in schizophrenia may be even more important for the individuai with 

paranoid schizophrenia. 

As indicated previously, pamnoid schizophrenia may be thought of as being 

separate fiom the other subtypes of schizophrenia. There is ample evidence to 
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suggest that depression not only affects schizophrenic patienîs in generai, but may be 

more prominent in paranoid schizophrenia. Aithough the= have been a number of 

studies which have examined depression in schizophrenia, these studies have not 

examineci schizophrenia b y subtype (Le., paranoid venus nonparanoid). This fact in 

combination with the literanire which has addressecl the issues of depression in 

paranoid schizophrenia, the paranoid/nonparanoid dichotomy of schizophrenia, and 

suicide in schizophrenia would warrant such an investigation. 

As previously mentioned, the etiology of negative symptoms is both 

multifaceted and controversid. Causative agents include dmg-induced akinesia, 

institutionalkation, depression, positive symptoms, and primary neural abnomality 

(Ancireases, 1990; Moller, 1995ab). Negative symptoms can also be found in 

patients who have had unilateral strokes (Heilman, Bowers, & Valenstein, MS), 

dementia (Joynt & Shoulson, 1985), and nonschizophrenic patients with depression 

including the medically il1 (Prosser et al., 1987). With respect to the reiationship 

between negative symptoms and the course of the schizophrenic illness, McGlashan 

and Fenton (1992) noted that in the early episodes of schizophrenia positive symptoms 

are muen t  while negative symptoms are infrequent and both are usually unstable, 

fluctuating and responsive to treatment. In subacute/subchronic cases, negative 

symptoms increase in prevalence and are less fluctuating. Finally, in the later stages, 

negative symptoms become more stable and dominate the chical picture. The 

manifestations of both positive and negative symptoms seem to be quite variable 

among schizophrenic patients (KopaIa, 1994), and recent evidence suggests that the , 
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typical pattern of deterioration of negative symptoms seems to be restncted to 

anhedonia and avolition oniy (Quinlan et al., 1995). although these latter results have 

not yet been repiicated. 

There is evidence that negative symptoms are an integral part of the 

schWphrenic illness (Ring et al., 1991) which is similar to the concept that 

depression is an integrai pert of schizophrenia (Hirsch, 1982). This latter idea is 

hrther reinforced by the finding that depressive symptoms have been found to be 

associated with p m o i d  symptoms (Kay & Lindenmayer, 1991; Kay & Sevy, 1990; 

Norman & Malla, 1994). and that depression has been linked to paranoid 

schizophrenia (cf. Zigler & Glick, 1984, 1986, 1988). Although Kitamura and Suga 

(199 l), Koreen et al. (l993), Liddle et al. (l993), and Mdla (1995) all noted that the 

association between negative symptoms and depression is still unclear, largely because 

negative syrnptoms are present in schizophrenia, major depression, and schizo~éctive 

disorder, it is not surprising that some negative and depressive symptoms are included 

in both depression and negative symptoms rating scales (Kibel et al., 1993) and that 

"in some sense, negative symptoms can be considered a subset of depressive 

symptoms" (Pogue-Geile & Zubin, 1988, p. 17). Moreover, sometirnes negative 

syrnptoms in schizophrenia can present as depression, especially in the postpsychotic 

phase (McGlashan et al., 1990). 

Finally, to reiterate, McGlashan and Fenton (1992) noted that negative 

symptoms are typically associated with male patients, a history of infenor premorbid 

sociaVsexual functioning , lower educational level and work capacity , lower 



inteiiigence either premorbidIy or eariy in the coune of the illness, and more 

voluntary and involuntary motor rnovements. The description of these traits does not 

seem to characte& patients with a diagnosis of paranoid schizophrenia, but rather 

seems more applicable to nonparanoid schuophrenic iUness. 

Anhedonia is one negative symptom which has received speciai attention in the 

literature. Sirnilar to what McGIashan and Fenton (1992) reported about negative 

symptoms, Harrow et al. (1977) reported that in schizophrenics anhedonia is 

associated with chronicity, poor premorbid social functioning and is seen in those who 

have had poorer premorbid work and school history. Similar findings have been 

reportai by Chapman et al. (1980) and Kirkpatrick and Buchanan (1990). The 

descriptions of anhedonic patients are not-consistent with what Magaro (1978, 1981) 

and Zigler and Glick (1984, 1986, 1988) consider to be characteristic of paranoid 

schizophrenics. It seems that anhedonia is more closely associated with the 

nonparanoid subtypes of schizophrenia. In addition, there is evidence to suggest that 

males are more Iikely to develop negative symptoms (iike anhedonia), and bat 

fernales rnay be more iikely to develop symptoms of dysphoria, anger, and paranoia. 

Taken one step further, fernales rnay be more prone to developing paranoid 

schizophrenia, while maies may be more prone to developing a nonparanoid 

schizophrenic disorder (cf. Szyrnanski et al., 1995) 

In their study, Lindenmayer, Grochowski, and Kay (1991) exarnined the 

occurrence of depression and related psychopathological features in chronic 

schizophrenics and whether depressive symptoms are independent of negative 
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symptoms. Subjects included 240 acute and chronic schizophrenic patients who met 

DSM-III diagnostic criteria. In addition, ail were experiencing a signifiant anay of 

psychotic symptoms and ail but two were being treated with neuroleptics. The 

subjects were assesseci with the PANSS (Positive And Negative S ymptom Scale), and 

the Hamilton Rating Scale for Depression. 

The results showed that patients high in depression tended to exhibit greater 

amounts of positive symptoms, particularly in the area of delusions, hallucinations, 

and concepaial disorganization. Patients high in depression exhibiteci rdatively equal 

arnounts of negative symptorns when compared with those low in depression. The 

authors concluded that "clearly, depressive symptoms can be differentiated from 

negative symptorns in this sample" (p. 532). Moreover, the authors concluded that 

the "high depression schizophrenics who show more positive symptoms may in fact 

have more overall affective capacities, ailowing them to express depression, compareci 

with a low depression group, which may have a more restricted affect" (p. 532). 

Although not explained by the authors, this restricted affect may be the result of the 

presence of anhedonia (i.e., the inability to feel or experience pleasure, fun, humor, 

joy, or exuberance). The authors further argued that patients with a high degree of 

positive and depressive symptoms "may correspond to the Kraepelinian subtype of 

paranoid schizophrenia" (p. 532). However, these authors did not examine these 

variables by diagnostic subtype (Le, paranoid versus nonparanoid), nor by sex (male 

versus fernale). Furthermore, their results rnay have been confounded by the fact that 

nonparanoid schizophrenic patients may also have delusions (Butler & Braff, 199 1) , 
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and the Lindenmayer et al. (1991) sample included both acuteiy and chnically iil 

patients. 

Pamas, Jorgensen, Teasdale, Schulsinger, and Mednick (1988) studied the 

temporal course of symptoms in schizophrenic patients and found that generally 

"patients resemble themselves across relapses despite minor variations in 

symptomatology" (p. 367).. These authors also found that paranoid schizophrenics 

scoreci Lower on negative symptoms and higher on positive symptoms. The Parnas et 

al. (1988) study did not measure anhedonia, and the few depressive symptoms that 

were measured were not anaiyzed along the  paranoid-nonparanoid dimension. 

More recently, Stanghellini, Quercioli, Ricca, Strik, and Cabras (1991) studied 

basic symptoms and negative symptoms (using the SANS) in 30 schizophrenic 

patients. Of the schizophrenic patients 17 were paranoid, 5 disorganized, 4 

undifferentiated, and 4 residual. The results showed that paranoid schizophrenic 

patients had lower scores on the SANS than nonparanoid schizophrenic patients. The 

nonparanoid group had more anhedonia as weU. Although anhedonia was discussed 

in this study, the researchers did not use an individual measure of anhedonia 

specifically designed for that purpose. Rather, the researchers used a measure which 

measures anxiety along withmhedonia. As previously mentioned, Knng et al. (1993) 

noted that it is important to use measures specifically related to the experience of 

pleasure in ordei to more specifically investigate anhedonia. The Stanghellini et al. 

(1991) findings may have also b e n  compromised by the small sample size and the 
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fact that they did not measure depression in their sample. This is important given the 

Literature which links anhedonia to depressive illness. 

Kaplan and Sadock (1995) have defineci dysphonc mood as "any unpleasant 

mood" (p. 538). According to A1Sskd (1995) "depressed mood refers to negative 

affective arousal which has been variously d e s c n i  as depressed, anguished, 

moumful, irritable, or anxious" @. 1127). Furthemore, Yager and Gitlin (1995) 

have noted that the term deprwion has been used variously to describe an emotional 

state, a syndrome, and a group of specific disorden. When seen as a part of a 

syndrome or disorder, depression has autonomic, visceral, emotional, perceptuai, 

cognitive and behavioral manifestations. As a mood state lasting hours, days, or 

longer, "feelings of depression are synonymous with feeling sad, blue, down in the 

dumps, unhappy, and miserable" (p. 657). As previously cited, a number of 

researchen have identified d ysphona as being associated with suicide (Sins, 199 1) , 

akathisia (Halstead et al., 1994) and positive symptoms ( ~ ~ s a k e r  et al., 1995). 

Although a number of researchers have identified dysphoria in a variety of 

different ways including sadness and crying (Martin et al., 1985), depression and 

k e t y  (Lysaker et al., 1995; Norman & Malla, 1994), and tension, panic, 

imtability, and impatience (Halstead et al., l994), some researchers use the term 

dysphoria as a synonym for depression or in ways which are unexplained by the 

author and unclear to the reader (e.g., Andreasen, 1990; Kocsis & Frances, 1988; 

Siris, 199 1, 1994). It is important to be precise when investigating depressive illness 

given the variety of ways depression can be manifesteci (e.g., sad mood, agitated 
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symptoms, negative symptoms, somatic symptoms, and anhedonia to narne a few). 

This is especiaiiy m e  when investigating depression in schuophienic patients who not 

only have the compounding problem of pharmacological side effects, but also have 

ditferent subtypes of schitophrenia which may, therefore, influence how depressive 

symptoms are! manifested or expressed. As Lysaker et al. (1995) noted, 'it may be 

that research separately examining the individual features of depression . . . wül 

detect divergent patterns of relationships between individual characteristics . . . of 

depression and negative and positive symptoms" (p. 117). 

The study of individual components of depression is also important given that 

Drake and Cotton (1986) noted that depressed schizophrenics with more cognitive 

symptoms (e.g., hopelessness, worthlessness, self-reproach, and guilt) are at greater 

risk for suicide than nondepressed schizophrenics and that these psychoiogical or 

cognitive symptoms are more associateci with suicidal behavior than the more 

vegeiative symptoms (e.g., sleep and appetite problems) . In addition, negative 

symptoms are higly correlated with vegetative symptoms (Le., decreased libido, 

decreaxd work and actïvities, and more motor retardation), while negative symptoms 

are not significantly correlated with depressed mood or the cognitive features of 

depression (Le., pessimism, suicidal ideation, and guilt) (Prosser et al., 1987). 

Thus the current study was designed to examine the severity and profile (Le., 

individual components) of depressive symptomatology (e.g., cognitive, affective, 

vegetative, motivational) in three diagnostic groups of patients (males and fernales); 

namely, a group of depressed paranoid schizophrenics, a group of depressed 
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nonparanoid schizophrenics, and a group of unipolar, nonpsychotic depressed patients 

(Le., major depression). A cornparison with a group of unipolar depressed patients 

was deemed to be particularly important given that the risk for suicide among 

schizophrenics is comparable to that of afféctive disorder patients (Caidwell k 

Gottesman, 1990). One might expect that paranoid schuophrenics would have a level 

of depression comparable to that of depressed patients given the evidence which 

suggests that paranoid schizophrenics have a higher suicide risk than the other 

subtypes (Westermeyer & Harrow, 1989) and that suicide among schizophrenic 

patients is associated with feelings of depression (Addington & Addington, 1992) and 

not a huiction of delusional thinking (Drake et al.. 1984, 1985; Roy, 1986). 

However, Candido and Romney (1990) found that their group of paranoid 

schizophrenic patients had a level of depression that was not as severe as a group of 

unipolar depressed patients. This study, however. did not compare the depressive 

symptomatology of paranoid schizophrenic and unipolar depressed patients to a group 

of nonparanoid schizophrenic patients. Nor did this study examine the type of 

depressive symptoms in each group. In the cunent study a nonpsychotic group of 

depressed patients was chosen over psychotic depressives because the fatter can also 

manifest paranoid symptomatology which, according to Zigler and Glick (1984, 1986, 

1988). may mask the depressive symptomatology. It is expected that because the 

schizophrenic groups will be in the postpsychotic phase of their illness, the paranoid 

schizophrenic patients will large1 y have their depressive symptoms unmasked. 

Therefore, in the current study and with respect to the seventy of depression, it is . 
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hypothesized that the paranoid schizophrcnia group will be found to be more severely 

depressed than the nonparanoid schizophrenia group, but less depressed than the 

major depression group. 

As previously mentioned, the beginning of paranoid defenses foIiows feelings 

of inadequacy and Iow self-esteem (Heilbnin & Bronson, 1975; Meissner, 1978, 

198 1). Recaii that Cameron (1975) noted that paranoid defenses follow feelings of 

inadequacy and self-reproach. R d 1  also that Caldwell and Gottesman (1990) noted 

that the psychological symptoms of depression (e-g., sense of woahlessness, self- 

reproach or guilt, suicida1 ideas, and hopelessness) are associateci with suicide in 

schizophrenics. With respect to the level of self-esteem, it is hypothesired that the 

paranoid schizophrenia group will have a lower Ievel of self-esteem than the 

nonparanoid schizophrenia group, but that the major depression group will have the 

lowest level of self-esteem. In addition, it is hypothesized that the paranoid 

schizophrenia group will have more suicide nsklpotential than the nonparanoid 

schizophrenia group, but the major depression group wiI1 have the most suicide 

nsklpotential. 

Although Lindenmayer et al. (1991) interpreted the high level of depression in 

the "high depression group" as being the result of the subjects having more affective 

capacities, they did not explain this in detail. Based on @e literanire previously 

reviewed regarding the superior cognitive capabilities of paranoid versus nonparanoid 

schizophrenics, it may be that the paranoid schizophrenia group will have mon severe 

cognitive symptoms of depression than the nonparanoid schizophrenia group. In 
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addition, if paranoid schizophrenia is another manifestation of an underiying 

depression as Zigler and Glick (1986, 1988) contend, then perhaps there will be no 

differences in the depressive profiles b e m n  the paranoid schizophrenia and major 

depression g~oups, -aUy given that paranoid and depressed patients exhibit 

similar cognitive distortions (Pems, 1989). Therefore, it is hypothesized that the 

paranoid schizophrenia group d l  show more severe cognitive depressive 

symptomatology than the nonparanoid schizopiuenia group. Furthemore, it is 

hypothesked that there will be no differences between the paranoid schizophrenia 

group and the major depression group with respect to the profile of depressive 

symptoms. In the current study, the Multiscore Depression Inventory (MDI; Bemdt, 

1986) was used to explore the profile of cognitive (Le., Iow self esteem, guilt, 

cognitive di fficulty , pessimism, and leamed helplessness) , affective (Le., sad m d ,  

imtability, and instrumental helplessness), vegetative (Le., low energy level), and 

motivational (i.e., social introversion) symptoms among the three groups of patients. 

Negative and positive symptoms were also measured in the current study. The 

former measure is important given that negative syrnptoms may present as depressive 

syrnptoms, especially in the postpsychotic phase of the schizophrenic illness 

(McGlashan et al., 1990) and may be diffcult to distinguish fiom depressive 

symptoms (Meltzer, 1992). As Kay (1990) noted, 

many studies analyse the negative syndrome in a vacuum, without due 

consideration for how it may differ from the positive syndrome, 

depression, or other faceu of the illness. Unless the significance 



attributed to the negative syndrome is particular to that cluster of 

symptoms, the conclusions will be grossly misleading. (p. 648) 

When positive symptom levels are high, it may be impossible to identifi negative 

symptoms. 'Thus the assessrnent of negative symptoms following positive symptom 

remission may be more productive" (Liebuman et ai., 1992, p. 364). Therefore, in 

the current study it was neqessary to select schbophrenic patients who were 

considereâ to be in the postpsychotic phase of their illness. 

The characteristics of paranoid schizophrenic patients do not seem to coincide 

with what McGlashan and Fenton (1992) characterized as being the correlates of 

negative symptoms. As previously mentioned, Lindenmayer et al. (1991) found that 

there were no differences in negative symptoms between the highdepression and low- 

depression groups. They did not, however, compare the negative symptoms in 

preselected groups of paranoid and nonparanoid schizop hrenic patients. Althoug h the 

StangheIIini et al. (1991) study did rneasure negative symptoms among subtypes of 

schizophrenic patients, their sample size was very srnail. In addition, recall that it 

was found that paranoid symptoms seem to be associated with depressive symptoms 

(cf. Kay & Lindenmayer, 1991; Kay & Sevy, 1990; Norrnan Malla, 1994). In the 

current study, therefore, it is hypothesized that the paranoid schizophrenia group will 

have more severe positive symptomatology than either the nonparanoid schizophrenia 

or major depression groups, and the major depression group will have the least 

severe. 
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As indicated eariier, the charactenstics of schimphrenic patients who suffer 

fiom negative symptorns seem to coincide more with being nonparanoid than 

paranoid. Consquently, it is hypothesized that the paranoid schuophrenia group will 

have las severe negative symptomatology than the nonparanoid schuophrenia p u p .  

and the major depression group wiIl have the least severe. 

As previously mentioned. . - Bernstein and RiedeI (1987) noted that the 

relationship between schizophrenia and anhedonia has been clouded by the 

involvement of depression. Silverstone (199 1) contended that anhedonia is not 

pathognornonic of a depressive disorder and does not discriminate between depression 

and other mental disorders. This author also noted that anhedonia occurred in over 

50% of patients, regardless of psychiatrie diagnosis. Although this study examined 

many diagnostic groups, including schizophrenics, it did not examine schizophrenia 

by subtype. Hislam and Beck (1993) reported that anhedonic symptoms are more 

prominent as the severity of the depression increases and seem to be associated with 

greater premorbid social difficulty. Moreover, Brown et al. (1979) found that 

schizophrenic patients have higher degrees of positive affect and lower degrees of 

expenenced pleasure than depresseci patients. In addition, patients with major 

affective disorder who committed suicide had more severe symptoms of "Ioss of 

interest or pleasure, psychic anxiety, obsessive compulsive features, global insomnia 

and aicohol abuse" (Fawcett et al., 1990, p. 1 19 1). Based on the evidence of the 

characteristics of those schizophrenic patients most Iikely to experience anhedonia 

(Harrow et ai., 1977) and the results of the Lindenmayer et al. (1991) study, it is 
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possible that paranoid schiropiuenic patients may experience more depression and 

dysphoria, whereas nonparanoid schizophrenic patients may experienœ more 

anhedonia. Therefore, it is hypothesized that the paranoid schizophrenia gmup will 

have less anhedonia than the nonparanoid schizophrerlia gmup. In addition, given the 

fact that anhedonia is a key symptorn in major depression, it is alx, hypothesized that 

the major depression group wiU have the highest level of anhedonia As Miller 

(1987) noted, anhedonia is Iikely to be more severe in unipolar depressives compared 

to reactive depressives and the depression found in schizophrenic patients may be 

similar to a reactive depression given the fact that a gain in insight is one of the 

etiologifal theones of depression in schizophrenia. In addition, Fawcett et al. (1990) 

noted that anhedonia is a major nsk factor for suicide among depressives. 

With respect to gender, it was mentioned that males and females were 

recruited into the three groups. It is important to point out that recruitment occured 

in a random fashion rather than having preselected numbers of males and females in 

the groups. This strategy was followed due to the difficulty in recniiting equal 

numbers of male and female paranoid and nonparanoid schizophrenic patients who 

also happen to have postpsychotic depression dong with no recent history of 

substance usdabuse or mental retardation. The composition of the paranoid 

schizophrenia group was 24 males and 3 female subjects, and gender effects were, 

therefore, onLy explored in the nonparanoid schizophrenia and unipolar depressed 

groups. 



Sumrnaw of H~theseg  

Hypothesis 1: The paranoid schizophreaia group wi l i  be found to be more 

severely depressed than the nonparanoid schizophrenia group, but the major 

depression group will be found to be the most s e v d y  depressed. 

Hypothsis II. The paranoid schizophrenia group will have a lower level of 

self-esteem than the nonpargoid schhophrenia group, but the major depression group 

will have the lowest level of self-esteem. 

Hypothesis III: The paranoid schizophrenia group will have more suicide nsk/ 

poientiai than the nonparanoid schuophrenia group, but the major depression group 

WU have the most, 

Hypo thesis N: The paranoid schhophrenia group will show more severe 

cognitive depressive symptomatology than the nonparanoid schizophrenia group, but 

there will be no differences in the profile of depressive symptomatology between the 

paranoid schùophrenia and major depression groups. 

Hypothesis V: The paranoid schuophrenia group wiU have more severe 

positive symptomatology than either the nonparanoid schizophrenia or major 

depression group, and the major depression group will have the least severe. 

Hypotheus VI: The paranoid schizophrenia group will have less severe negaiive 

symptomatology than the nonparanoid schhophrenia group, but the major depression 

group wili have the least severe. 
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Hypothesis W: The paranoid schizophrenia group wilI have less anhedonia than 

the nonparanoid rhizophrenia group, but the major depression group wili have the 

most. 



CHAPTER THREE 

METKODOLOGY 

Subjects 

The participants in this study were 81 English speaking, literate patient 

volunteus who were either being treated for major deplession (nonpsychotic) or 

schizophrenia. The schizophrenic patients included various subtypes (Le., 27 

paranoid, 19 disorganized, 3 catatonie, and 5 undifferentiated. The latter three 

subtypes were groupeâ together as the nonparanoid schizophrenic patients (N=27). 

Permission to remit subjects was granted at five different sites including the Foothills 

Hospital (Calgary), the Holy Cross Hospital (Calgary), the Calgary Generai Hospitai 

(Bow Valley Centre), Alberta Mental Health Services (Calgary), and the Claresholm 

Care Centre (a psychiatrie hospital located in the town of Claresholm, Alberta). 

Owing to the fact that other schizophrenic research projects were being conducied at 

the Foothills Hospital this researcher was asked to postpone subject recniitrnent for 

one year at this faciiity. Subject recruitment at the Holy Cross Hospital met with an 

inordinate amount of dificuity with respect to finding appropriate subjects and getting 

approval from various psychiatnsts. Consequentiy, the Foothills and Holy Cross 

Hospitals were elirninated as possible recniitrnen t sites. Therefore, subjects were 

only recniited fiom the inpatient and outpatient seNices of the Calgary General 

Hospital (Bow Valley Centre), Alberta Mental Heaith SeMces (central and east 

Calgary clinics), and the Claresholm Care Centre. Subject recniitment was completed 

over a 13 month period ( M y  2, 1993 to August 3 1, 1994). 
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As previously indicated, the 81 subjects (55 male, 26 female) in this study 

were recNited randomiy with respect to gender. The subjects were divided into three 

groups of 27 based on diagnosis (see Procedure section for details). The fint group 

(major deprrssives) consisted of 13 male and 14 female subjects with a mem age of 

39.71 Yeats and a standard deviation of 1 LOS. These subjects were diagnosed as 

having a major depression (nonpsychotic) according to the psychiatrist in charge of 

the case. The mean duration of illness was 9.09 years with a standard deviation of 

8.33. Al1 but one of these subjects were being treated with antidepressant medication 

(tricyclic antidepressants FCAs], e.g., Imipramine, and/or Selective Serotonin 

Reuptake Inhibitors [SSRIs], e.g., Fluoxetine). Five subjects were ais0 being treated 

with major tranquilizers (e.g., Chlorpromazine) and one of these was taking an 

antiParkinsonian medication (e-g., Bernopine). Apart from these medications eig ht 

subjects were being treated with an anxiolytic (e.g., Buspirone) for concomitant 

anxiety symptoms and five subjects were being treated with an hypnotic agent (e-g., 

Lorazepam) to combat agitation and to help with sleep. Finally, two subjects were 

also being treated with a mood stabilizer (Le., Carbarnazepine, Lithium Carbonate). 

The second group (paranoid schizophrenia with symptoms of depression) 

consisted of 24 male and 3 female subjects with a mean age of 37.89 yean and a 

standard deviation of 7.14. The mean duration of illness was 13.57 yean with a 

standard deviation of 6.50. Of these 27 subjects, 13 were being treated with 

neuroleptic medication (e.g . , Flupenthixol , Thioridazine) , w hile 15 were being treated 

with an atypical neuroleptic (e.g., Clozapine, Risperidone). Eleven subjects were also 



being treated with antiParkinsonian (anticholinergic) medication, eight with an 

anxiolytic, and four with a hypnotic. No subject in this group was being treated with 

antidepressant medication. However, three subjedt were being treated with a mood 

stabilizer (Le., Carbarnazepine). 

The third group (nonparanoid schizophrenia with symptoms of depression) 

consisted of 18 male and 9 femaie subjects with a mean age of 35.00 years and 

standard deviation of 10.58. As previously mentioned, within this nonparanoid 

schizophrenia group, three were diagnosed with catatonie schizophrenia, five were 

diagnosed with undifferentiated schizophrenia, and 19 were diagnosed with 

disorganized schizophrenia. The mean duration of ilIness was 13.32 years with a 

standard deviation of 9.59. Twenty-one of the 27 subjects were being treated with a 

neuroleptic. The other six subjects were being treated with an atypical neuroleptic. 

Only one subject was being neated with a tricyclic antidepressant. Seven subjects 

were also being treated with an anxiolytic and only one subject was being given a 

hypnotic to help with sleep. 

Patients were included in this study if they were adults (age 18 or older) and 

had a diagnosis of major depression (nonpsychotic) or schizophrenia. Subjects also 

had no recent history of substance abuse (Le., significant or habitual dmg and/or 

alcohol abuse in the past year) which was determined through discussion with each 

individual subject, his or her primary therapist, and medical chart review. This was 
8 

deemed important given the fact that drugs and/or alcohol can precipitate depressive 

and paranoid symptoms (Zigler & Glick, 1984). The patients with a diagnosis of 
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schizophrenia were considered by their primary therapist to be in the postpsychotic 

phase of illness (Le., each patient with schizophrenia was not considered to be 

experiencing an acute exacerbation of his or her schizophrenic symptoms, but rather 

considerrd to be relatively stabilized on medication). In addition, there was no 

documented evidence of mental retardarion as determineci through medicd chart 

review and discussions with each subject's primary therapist. 

Although diagnoses were made by each subject's individual psychiatrist, in 

order to ensure diagnostic conformity, this researcher confirmed each diagnosis using 

DSM-IIIR (1987) criteria and applied this information to the medical chart and 

information obtained fiom the clinid interview. With respect to schizophrenia, in a 

review of several diagnostic systems including DSM-III (1980), it was concludeci that 

no one criteria for diagnosis is better than another because al1 lack constnict validity 

and therefore to choose one over another is strictly arbitmy (Fenton, Mosher, & 

Matthews, 1981). However, Gruenberg, Kendler, and Tsuang (1985) have noted that 

with DSM-III, Research Diagnostic Critena (RDC) and Tsuang-Winokur systems, the 

diagnosis of the pxanoid subtype of schizophrenia is rnost reliable. Moreover, the 

DSM-III critena have an intermediate degree of diagnostic stingency between that of 

the most stringent Tsuang-Winokur and the least stringent ICD-9 systems. For 

purposes of clarification, selection cnteria were satisfied following a review of each 

patient's medical chart, a clinical intem-ew of each patient by this researcher, and 

thorough confirmation from individual therapists, psychiatrists and other mental hedth 

staff. 
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Psychologid Measures 

Beck DeDression Inventorv (BDQ - The Beck Depression Inventory (BDI; 

Beck, Ward, Mendelsohn, Mock, & Erbaugh, 1961) is a 21-item self-report hventory 

designed to assess the severity of current depressive symptomatology in the areas of 

affect, cognition, behavior and vegetative sÏgns. The advantages of the BDI are that 

it was designed for simple administration (Le., simple to administer, and simple to 

complete), the statemenu are easy to understand, and directions are very clear 

(Stenhouwer, 1985). Data for the validity and reliability with a number of patient and 

nonpatient samples have been reported by Beck et al. (196 l), Beck (1970), Beck, 

Steer, and Garbin (1988), Bumberry, Oliver, and McClure (1978), and Stober, 

Green, and Carlson (198 1). The more recent version (Beck, Rush, Shaw, & Emery , 

1979) in which subjects are asked to report about their feelings during the past week, 

was used as an independent masure of the severity of depression and to identify 

those schizophrenic patients who were expenencing at Ieast a minimal Ievel of 

depressive symptomatology (Le., a score of at least 10). Scores of O to 9 are 

generally considered normal, 10 to 15 mild, 16 to 19 mild to moderate (dysphoria), 

20 to 29 moderate to severe and, 30 to 63 severe (Beck, 1970). 

Hamilton Ratine Scale for De~ression (HRSD) - The Hamilton Rating Scale 

for Depression (HRSD; Hamilton, 1960, 1967) is the most frequently used clinician 

rating scale for depression. It is a 17-item clinician-rated scale used as an objective 

masure of the severity of depressive symptomatology. Acceptable validity and 

reliability data for the scaie's total score have been reported by Bech et al. (1975) and 
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Robins (1976). The HRSD was included as a convergent rneasure for the severity of 

depressive symptomatology . 

There are very few other observer-rating d e s  for depression in cunent use, 

and they generally have shown a lower validity than the HRSD (Hamilton, 1982). 

Moreover, self-assessrnent s d e s  tend to have a lower concurrent validity among 

themselves than with clinician-rated scales (Hamilton, 1982). S teer, Beck, and 

Garrison (1982) have noted that there is generally a high level of agreement between 

the BDI and clinician-rated levels of depression, and correlations in the magnitude of 

0.90 have been reported. As noted by Kendall, Hollon, Beck, Hammen, and Ingram 

(1987) and Snaith (198 1). both clinician-rated and patient-rated scales are liable to 

their own sources of error, so consequently investigations using both types of 

rneasures tend to produce more soundly based conclusions. As has been stated: 

"There is no gold standard for assessing depression in schizophrenic patientsn 

(Lindenmayer, Kay, & Plutchik, 1992, p. 205). These authoa have also reiterated 

Kendall et al. (1987) by suggesting that to measure depression in schizophrenic 

patients one should attempt to do so using several vantage points (Le., self-report 

[BDI], clinician ratings WRSD]. This is particularly important given the fact that "in 

order to improve diagnostic validity it is important to probe for the patient's 

subjective experience of depressed mwd, since patients are rarely questioned directly 

about their inner emotional experience" (Gunera & Samson, 1995, p. 272). 

Moreover, Addington and Addington (1989) noted that different rneasures of 

depression appear to be more congruent in the postpsychotic phase of the 
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schizophrenic disorder than in the acute phase of the disorder. Other studies have 

used combinations of the BDI and the HRSD in the study of depression in 

schitophrenia (e-g., David & Cuttïng, 1990; Hirsch et al., 1989). Various cutoff 

points have becorne standard for determining levds of severity with the HRSD. Total 

scores of less than 6 essentially mem no depression, greater than 17 mîid to moderate 

depression, and scores greater than 24 severe depression (Endicott, Cohen, Nee, 

Fleiss, & Smtakos, 1981). 

Muhiscore Deoression Inventorv (MD11 - The severity and symptom profile of 

depression was measured with the Multiscore Depression Inventory (MDI; Bemdt, 

1986). It is a 118-item, tme-fdse test intended for use with adolescents (from age 

14) and adults, and it requires sixth grade reading Level. The test provides a 

summary (full scale) score as well as scores for 10 subscales which assess different 

feahws of depression. While mon depression inventories provide only a global 

assessrnent of depression with a single score rather than quantifying, with separate 

scores, a variety of symptoms that constitute depression, the advantage of the MD1 is 

that it is highly sensitive to mild levels of depression. In addition, the 10 

nonoverlapping subscales (Low Energy Level W I A ] ,  Cognitive Dificulty WDIB] , 

Guilt W I q ,  Low Self-Esteem WDID] , Social Introversion W I E ] ,  Pessimism 

WIF], Irritability W I G ] ,  Sad Mood (Dysphoria) JJblDw, Instrumental 

Helplessness WDII], and Lcarned Helplessness mu) provide more differentiated 

and complex descriptions of the patient than a mere rating of general severity (Berndt, 

1986). The 10 subscales, therefore, examine depression at a variety of levels 
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including affective, motivational, cognitive, and vegetative (ph y sical) sy mptoms. The 

MD1 has been used in medicai seuings to measure depression in geriatric populations, 

surgery patients, chronic pain patients, depression present in other illnesses such as 

diabetes, arthritis, as well as depression in famiiies with sick children (Benidt, 1986). 

Alîhough the MD1 has not been validated for use with schizophrenic patients, 

the depression found in schizophrenic patients is considerd to be secondary to the 

primary diagnosis of schizophrenia. This coincides with the uses of the MD1 just 

described. In addition, Bemdt (1986) has reported that the MD1 is sensitive to 

depressive symptoms in psychotic patients with a variety of diagnoses including 

schizophrenia, schizoaffective disorder, and pe~asive developmental disorder. 

However, given the heterogeneous sample used, no particular depressive profile 

emerged for psychotic patients. Nevertheless, because the MD1 is correlated with the 

BDI and HRSD, the most widely and frequently used self-report and dinician-rated 

measures of depression (Berndt, 1986; Beck & Weishaar, 1989), the MD1 was used 

to provide a more detailed profile of depressive symptoms. Furthermore, the MD1 

was devised to be a valid measure of severity of depression for penons with mild or 

normal ranges of depressed mood or affect, as well as for those with more severe 

depression (Bemdt, 1986). This was deemed important for schizophrenic patients 

who have postpsychotic depression since this depression may be less severe than 

someone with the diagnosis of major depression. It is also important to note that 

there is no other self-report measure of depression available which provides the 

information which can be obtained fiom the MDI* 
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Coowrsmith Self-Esteem Tnventorv (CSET) - Adult Form - The Coopersmith 

Self'-kteem Inventory - Adult Form (CSEI; Coopersmith, 1984) is a 25-item self- 

adrninistering questionnaire used to evaluate attitudes toward the self in individuals 

aged 16 and older. The adult form was adapted from the rhool  short form. The 

wording was changed in eight items to reflect adult lifestyles and expenences and was 

designed to evaluate the sdf-esteem with respect to a sense of capability, significance, 

successfuhess , and worthiness (Coopersmith, 19 84). Ahmed, Valliant, and S windle 

(1985) found with the exception of Cronbach's alpha of -75, that the adult form is 

heterogeneous and congruent with Coopenmith's concept of self-esteem. Acceptable 

vaiidity and reliability data have been cited for the school forms only; however, 

correlations of total scores on the schwl fonns and the adult form have been found to 

exceed .80 (Coopersmith, 1984). Although no discrete cutoff scores are given, 

Coopersmith has noted the upper quartile as being indicative of high self-esteem; 

lower as being indicative of low self-esteem, and the interquartile ranges as being 

indicative of medium selfesteem (Coopersmith, 1984). Although there do not appeat 

to be many investigations using the adult form, specific cutoffs were not required in 

this study; rather, this inventory was included as a dependent masure used to guage 

relative differences in self-esteem in the three groups. The inventory itself was 

chosen for its simplicity and the relatively short amount of time required by the 

patient for its completion. 

Maine Scale - The Maine Scale (Magaro, Abrarns, & Cantrell, 1981, 

Appendix A) is a brief clinician-rated sale composeci of two 5-item scales for 
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paranoid (PS) and nonparanoid schizophrenia (NPS). Each item requins rating one 

symptom on a 5-point, anchored, Liken-type scale. The ratings on each Wtem scale 

are summed to yield scores for paranoid and schizophrenic symptomatology. The 

information for the Maine scale cm be obtained firom both direct interview and 

medical records and was specifically designed to discriminate paranoid from 

nonparanoid schizophrenic patients (Magaro, 198 1). For this nason, the Maine Scale 

is constructeci to measure current and long term States. When the scale is completed 

with i n t e ~ e w  information, a relationship to degree of pathology has been found 

(Magaro et al., 198 1). Acceptable reliability and vaiidity dam have been reportai by 

Magaro et ai. (198 1). The Maine Scale (Magaro, Abrams, & Cantrell, 198 1) was 

used to provide a dinician-rated scale of both paranoid and nonparanoid 

symptomatology. The paranoid subscales allow the clinician to rate types of paranoid 

symptoms such as being controlled, persecution, grandiosity, ideas of reference, and 

expression of hostility. In addition, this instrument provides ratings which yield 

scores for both paranoid and nonparanoid schizophrenic symptomatology and 

therefore provide an additional check for the diagnostic process (Le., paranoid versus 

nonparanoid schizophrenia). Magaro et al. (1981) recommended that a minimum cut- 

off score of 12 and 10 on the paranoid and nonpuanoid subscales, respectively, be 

used to make the diagnosis of schizophrenia. In addition, there should be at least a 

three-point difference between these two scales in favor of the former to make the 

diagnosis of paranoid schizophrenia. This scaie was completed using information 

obtained during the psychiatrie interview. 
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Poshve and Neeahve - S -yndrome Scal~ - Positive and negative symptoms were 

assessed using the Pontive and Negative Syndrome Scaie (PANSS; Kay, Fiszbein, & 

Opler, 1987). The PANSS is a 30-item. 7-point rating scale completed by someone 

clinically trained in its use at the conclusion of chart review and a semi-structund 

interview that focuses on the patient's report of the severity of their symptoms over 

the past month. The 30 itqms of the PANSS are grouped into three rationaliy denved 

categories: Positive syrnptoms, are symptoms superadded to a normal mental statu 

(i.e., delusions (P 1) , conceptual disorganization (P2), hallucinations (P3), excitement 

(P4), grandiosity (P5) , suspiciousness/persecution (P6), hostility 0); Negative 

symptoms, symptoms absent from a normal mental state (Le., blunted affect (NI) and 

emotional withdrawal (N2), poor rapport (N3), passivelapathetic social withdrawal 

(N4), difficulty with abstract thinking (NS), lack of spontaneity and flow of 

conversation 0, stereotyped thinking ('7)); and General symptoms (Gl-G16) (e.g. 

anxiety and depression). 

The sum of seven positive symptoms constitutes a positive syndrome score 

(POS); the sum of seven primary negative symptoms constitutes a negative syndrome 

score (NEG). The total positive minus negative score provides a bipolar composite 

index of the predominance of one syndrome in relation to the other. The remaining 

16 items are summed to yield a general psychopathology score (GP). In addition, 

since the PANSS incorporates the 18 items from the Brief Psychiatrie Rating Scale 

(BPRS; ûverall & Gorham, l962), it can be similarly score- to assess the five BPRS 

factors: anergia, thought disturbance, activation, paranoid belligerence, and 



depression. As noted by Kay, Fiabein, VitabHeme, and Fuentes (1990), and 

Peralta, Cuesta and De Leon (1995) other positive and negative symptom d e s  have 

not been subjected to the rigors of psychometric standardization, including 

demonstration of multiple fonns of reliability and validity. .These other instruments 

have been cribcized for inappropriate and unbdanced content representation and for 

lack of operational criteria.. In addition, other masures do not employ a standardized 

i n t e ~ e w  or well-defined rating criteria to decide between levels of symptom severity. 

The PANSS was chosen for its representaîion of a wÏde spectrum of fchizophrenic 

symptoms ensuring that the full range of symptomatology is rated. This feature is 

important given the range of positive and negative syndromes, their relationship to 

one another, and their distinctiveness fiom other facets of schizophrenia such as 

depression (which could conceivably masquerade as negative symptoms). This 

researcher obtained specific training in the use of the PANSS including study of the 

manual and videotaped instruction. This researcher obtained an average interrater 

reliability of -85 which is better than the minimally acceptable coefficient of .70. 

Revised Phvsical and Social Anhedonia Scafes - Anhedonia was measured 

using the Revised Scale for Physical Anhedonia (PAS) (Chapman, Chapman, & 

R a u h ,  1976, Appendix B) and the Revised Social Anhedonia Scale (SAS) (Eckblad, 

Chapman, Chapman, & Mishlove, 1982, Appendix C). These are 61-item and 40- 

item self-report true or false questionnaires. Chapman et al. (1976) reponed that the 

coefficient alpha estimates of reliability for physical anhedonia and for social 

anhedonia were -74 and .85 for male normal subjects and -66 and -82 for female 
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normal subjects and -82 and -85 for male schizophrenics. Similar estimates were not 

reported for female schizophrenics. As noted by Katsanis et al. (1992). 'these d e s  

have been found to have considerable constnict Müdity' (p. 186). In a study which 

investigated the wnstmct vaiïdity of the Chapman scales with psychotic individuals 

and their relatives, Katsanis et ai. (1990) found that the physical anhedonia and social 

anhedonia scales successfu1~y differentiated the psychiatrie patients from the relatives 

and the latter from normal subjects. These findings testify to the construct validity of 

the scales. 

Maier, Minges, Lichtermann, Hem, and Franke (1 994) have identifieci the 

PAS and SAS as the most widely used scales for measuring anhedonia. Although 

Chapman et al. (1976) believe chat the PAS is the more promising of the two 

anhedonia scales for research with schizophrenic patients, man y studies have used 

both the PAS and SAS (c. f., Berenbaum, Oltmanns, 1992; Berenbaum et ai., 1990; 

Katsanis. et al., 1990; Katsanis et al., 1992; Kirkpatrick & Buchanin, 1990; Prince & 

Berenbaum, 1993). Penk et al. (1979) suggested that both scales, although 

overlapping appreciably, m a u r e  somewhat different aspects of personality 

mniadjustrnent. Results indicate that physical anhedonia is associated with 

intrapsychic aspects of disordered thinking, whereas social anhedonia is more 

sensitive to interpersonal aspects of disordered thinking. Finally, Siever, Kalus, and 

Keefe (1993) contendad that the Chapman scales "may more sensitively detect milder 

schimtypal syrnptoms than the standardized rating scales of schizophrenia such as the 
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PANSS or BPRS as weil as the DSM-III-R Schimtypai Penonality Disorder criterian 

(219). 

- Suicida1 risk (SS) was assessed by 

adding the score fkom the single suicide question from the BDI (self-rating of O to 3) 

to the score h m  the single suicide question h m  the HRSD (clinician-rating of O to 

4) in order to obtain a totq score (total rathg range of O to 7). As previously 

mentioned, more accurate resuits can be obtained by utilizing both seif-rated and 

clinician-ratexi measures. In a study investigating the usefulness of clinical interview 

venus self-report in the assessrnent of suicide, Kaplan et ai. (1994) found that there 

was a high level of agreement between seEreport and information obtained fkom a 

clinid interview with respect to suicidai potential. 

Procedure 

AU subjects for this investigation were obtained by monitoring the appropriate 

hospitai wardshnits and mentai health clinics through contact with seved  key people 

including nursing unit managers, psychiatnsts, and other mental health care workers 

who were cooperating with this research. Written consent was obtained by each 

subject' s primary therapist (Le., psychiatrist, psychologist, social worker, or nurse, 

Appendbt D) which allowed this researcher to approach each subject to determine 

whether he or she would be willing to participate in this investigation. The nature of 

the study dong with the participation requirements were explaineci by this researcher 

to each potential subject. Once a subject agreed to participate, he or she was 
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requirements of the smdy, and asIced to sign a consent fom (Appendix F). 

Once subjects had agreed to participate and signed the consent fom, they were 

asked to complete the Beck Depression lnwntory @DI; Beck, et al., 1961) in order 

to determine whether the minimum score of 10, indicating the existence of a minimal 

level of depressive symptomatology, couid be obtained. Subjects not obtaining a 

score of at least 10, of wtiich there were three, were thanked for their enmilment and 

infomeù that the aiteria for thek fimher participation had not ben met. Those 

subjects who obtained a score of 10 or more on the BDI were then M e r  

intervieweci by the investigator in order that the various Dning d e s  could be 

completed including the Positive and Negative Syndrome Scaie (PANSS; Kay et ai., 

1987), Maine Scale (Magaro et al., 1981), and the Hamilton Rating Scale for 

Depression @D; Hamilton, 1960, 1967). Sociodemographic information such as 

date of birth, age, duration of iiiness, marital stahis (Le., single, married, divorceci, 

or widowed), history of substance (dnigs and alcohol) abuse, level of education 

achieved, and present use of medication including type and dosage was also obtained 

during the i n t e ~ e w .  All information obtained was further scnitinized through 

medical chart review. Daily dosages of neuroleptic and atypicai neuroleptic 

medications were converteci to equivalent dosages of Chlorpromazine using 

information obtained from Janssen Pharmaceutica Incorporateci and Bezchlibnyk- 

Butler, Jeffnes, and Martin (1994). It is important to note that the schizophrenic 

patients were classified dong the paranoidlnonparanoid dichotomy based on 
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psychiatric diagnosis @ormeci by each subject's psychianist. Although the Maine 

sale is used in psychiatric research to ciassify schizophrenic patients according to this 

dichotomy, it was used in the cunent study as a means to mntirm the diagnostic 

classification obtained h m  each subject ' s psychiatrist and this researcher. Each 

patient's diagnosis was reevaiuated by this mearcher using information obtained nom 

the clinical interview, medical chart review, and discussions with various mental 

health staff and subsequently wmpared with DSM-IIIR (1987) criteria. 

Subjects were also asked to complete four tme-false questionnaires including 

the Coopersmith Self-Esteem Inventory (CSEI; Coopersmith 1984), Revised-Physical 

Anhedonia Scale (PAS; Chapman, Chapman. & Rauh, l976), Revised-Social 

Anhedonia Scale (SAS; Eckblad, Chapman, Chapman, & Mishlove, 1982), and the 

Multiscore Depression Inventory (MDI; Bemdt, 1986). This researcher stayed with 

each subject d u ~ g  the completion of the questionnaires in order to help answer any 

questions that arose or to cl- the instructions. Once subjects were engaged in the 

assessment process, they were ail able to complete the questionnaires without any 

difficulty. The entire assessement process took, on average, three hours to cornplete. 

Most subjects were encourageci to take some timed breaks during the assessment so as 

to ensure that they were not being overly taxed or fatigued. AU subjects were able to 

complete the participation requirements of the study either in one sitting with the aid 

of several breaks or over seveml hours in the period of one &y. AU individuah 

participating in the study were guaranteed anonyrnity and that their results would be 

used for research purposes only. No follow-up participation was soiicited. Patients' 
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individual nsults were provideci to th& primary therapists if the patients gave theÏr 

consent. AU patient participants agreed to aUow th& test resuits to be fomarded to 

their individual therapists. Whenever this researcher found a patient to be particularly 

depressed andor suicidai, the patient's pnmary therapist was immediately inforneci 

so as to faciltate proper and timely intervention. 

Data Analyses 

Descriptive statistics (means and standard deviations) for the subject sarnple 

both in total and subdivided by group were calculateci for aU the psychoIogical 

measures (BDI, HRSD, COOP, MDIA, MDIB, MJXC, MDID, MDIE, MDKF, 

MDIG, MDIH, MDII, MDU, TMDI, PS, NPS, PAS, SAS, Pl-P7, NI-N7, G1-G16, 

POS, NEG, GP, and SS). Analyses of variance were perforrned to examine group 

differences on the sociodernographic variables of age and duration of illness. Chi- 

square tests were used to evaluate group differences in gender, level of education 

(junior high, senior high, or coilege), maritai status (single, marxïed, divorced, or 

widowed), patient status (inpatient or outpatient), and facility where the subjects were 

assessed (Claresholm Care Centre, Bow Vaiiey Centre, or Alberta Mental Health). 

Chi-square tests were also us& to evaiuate group differences in the use of various 

medications including neuroleptics (NELJRO) , atypical neurolep tics (ANEURO) , anti- 

Parkinsonian medication (AP ARK) , tricyclic antidepressan ts (TCA) , selec tive 

serotonin reuptake inhibitors (SSRI), anxiolytics (ANXIO), hypnotics (HYPNO), and 

mood stabilizea (MOOD). Differences in medication dosage for the three groups 

were evduated using analysis of variance. Student t-tests were used to examine 
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differences in medication dosage between the paranoid and nonparanoid schizophmic 

groups. A chi-square test was also used to deterrnine wheiher the Maine rale was 

able to accurately classify the schizophrenic patients ina the correct categories of 

paranoid and nonparanoid. 

Separate multivariate analyses of variance were performed to evaluate group 

differences on the three dependent measures of depression @DI, HRSD, TMDI), two 

dependent measures of selfesteem (COOP, MDID), two dependent measures of 

anhedonia (PAS, SAS), the dependent measures of cognitive symptoms of depression 

(MDIB, MDIC, MDID, MDIF, MDU), and the dependent measures of affective 

symptoms of depression (MDIG, MDIH, MDII). These results were further 

scnitinized using analyses of variance and significant findings were studied post hoc 

using the Tukey (Honestly S ignifican t Di fference) test. Analyses of variance were 

also performed on the remainder of the IO subscales (MDIA, MDIE), the paranoid 

sa le  (PS), and nonparanoid scale (NPS) of the Maine Scale, positive symptoms (Pb 

P7), negative (Nl-Ni) , general psychopathology symptoms (G 1 -G l6), sum of positive 

symptoms (Pm), sum of negative symptoms (NEG), sum of general psychopathology 

symptoms (GP), and risk for suicide (SS). All signifiant results were further 

evaluated post hoc using the Tukey test. 

Gender effects were examined for the major depression and nonparanoid 

schizophrenia groups using separate 2 X 2 multivariate analyses of variance on the 

dependent measures of depression (BDI, HRSD, TMDI), cognitive symptoms of 

depression ( 'DIB,  MDIC, MDID, MDIF, MDU), affective symptoms of depression 
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@fDIG, MD=, MDII), self-esteem measures (MDID, COOP), and the anhedonia 

measures (PAS, SAS). Separate 2 X 2 analyses of variance were performed on the 

positive (POS) and negative ( E G )  symptom meanues, and low energy WIA) and 

social introversion (MD=). 

Pearson product-movement correiational analyses were completed on a i l  

symptom measures. In order to cl- the reiationships among depression, anhedonia, 

negative, positive, paranoid, nonparanoid, and general psychopathology symptoms, a 

factor analysis was conductecl usïng the following symptoms measwes: BDI, HRSD, 

TMDI, POS, NEG, GP, PS, N P S ,  PAS, and SAS. Finaiiy, Pearson product-moment 

correlational analyses were complet& on a l l  medication and symptom measures. 



CEuwIER FOUR 

RESULTS 

Sociodemographic Variables 

The three experimental groups (major depression, paranoid schioophrenia, 

nonparanoid schizophrenia) were çompared on the foliowing sociodemographic 

variables: age, duration of illness, sex, education, marital status, patient status 

(inpatient versus outpatient), and place where the subjects were recruited. 

A summary of the means and standard deviations for age and duration of 

illness for al l  subjects by group are presented in Table 1. Analysis of variance 

revealed that there were no significant between group differences with respect to age 

[F,=l.60, ~ 5 . 2 1 1  or duration of ihess [F,,Q=2.52, p.=.09] (Table 1). 

However, there was a signiticant difference in the numbers of males and females in 

each group [ x ~ ~  = 10.3 1, p= .Wq. Although there was no significant difference in 

the proportion of males and females between the major depression and nonparanoid 

schizophrenia groups &, = M O ,  p = -173, the paranoid schizophrenia group had 

significantly more males and fewer females than the major depression 6, = 10.39, 

p = .O0 11 and nonparanoid schizophrenia Fa, 53-86, p = .O49] groups (Table 2). As 

indicated, the difference between the two schizophrenia groups with respect to gender 

balance was barely significant. 

With respect to the level of education achieved for each of the groups, there 

were no significant between group differences found w(4) -4.76, p = .3 11 (Table 3). 



Table 1 

Means and Standard Deviations for Age and Duration of ?Unes$ 

Variable 

, *ge 

Duration 
of 

I I I I I I 

Major 
Depression 

M 

39.71 

9-09 

P m o i d  
Schizophrenia 

SD 

11 .O8 

8.33 

M 

37.89 

13.57 

Nonparanoid 
Schizophmiia 

SD 

7.14 

6.50 

M 

35.00 

13.32 

SD 

10.58 q 

9.60 



Table 2 

Freauencv of Males and Females within the Croups 

Sex Major Paranoid Nonpasanoid 
Depression Schuophrenia Schuophrenia 

Male 48.1 % 88.9% 66.7% 
(n = 13) (n -24) (n= 18) 

Fernale 51.9% 11.1% 33.3% 



Table 3 

Educationd Jmel Achiwed for each of the Groubs 

Education 1 Major 
Depression 

Senior Eligh I 59.396 
(n= 16) 

Nonparanoid 
Schizo~hrenia 
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However, there was a significant difference among the gmups with respect to marital 

status w(@=27.20, p=.ûûûl] (T'Me 4). Overall, there were more manied and 

fewer single subjects in the major depression group compareci to the paranoid [xla 

= 15.75, p = .O011 and nonparanoid = 19.29, p=.ûûO2] schimphrenia groups. In 

addition, there was no significant difference in marital status ktween the two 

schizophrenia groups [X, = 1-50, p= -471 (Table 4). Although subjects were 

recniited randomly, there was a signifiant merence in the numbers of inpatients and 

outpatients among the groups 16.30, p= -041 (Table 5). There were more 

outpatients and fewer inpatients in the paranoid schimphrenia group as compared to 

the major depression group [X,,, =6.03, p= .01], but there was no signifiant 

difference in patient statu between the major depression and nonparanoid 

schizophrenia groups [G, -2.67, p = .IO] or between the two schizophrenia groups 

[%,,=.073, p=.39] c a b l e  5). Althaugh most of the subjects were recniited fiom 

the Bow Valley Centre, there was no signifiant difference among the groups with 

respect to the proportion of subjecis recruited nom each of the facilities w(41=7.80, 

p=.û9] (Table 6). 

Diagnostic Classification 

As previously mentioned, subjects were recdted into each of the groups based 

on psychiatrie diagnoses. The Maine Scale was used as a means to confirm the 

diagnostic classification given to each subject. Recaii that Magm (1981) 

recommended that a minimum cut-off score of 12 and 10 on the paranoid and 



Table 4 

Marital d s  

Marital Sta tu  

Single 

Divorced 

Widowed 

Major 
Depression 

25.9% 
(n -7) 

18.5% 
(n =5) 

7.4% 
(n = 2) 

Paranoid 
Schizophrenïa 

77.8% 
(n=21) 

Nonparanoid 
Schizophrenia 

77.8% 
(n =2 1) 

11.1% 
(n = 3) 

0% 
(n =O) 

18.5 % 
(n =5) 

0% 
(n =O) 



Table 5 

Patient Status for each of the Grou~s  

l 

Patient Status 

Inpatien t 

Outpatient 

Major 
Depression 

63 % 
(n = 17) 

37% 
* @=IO) 

Paranoid 
Schuophrenia 

29.6% 
(n = 8) 

70.4% 
(n = 19) 

Nonparanoid 
Schizophrenia 

40.7% 
(n= 11) 

59.3% 
(n = 16) 



Table 6 

Facility Major 
Depression 

Claresholm Care 7.4 % 
(n 2 2 )  

Bow Valley 1 Cenm 

Nonparanoid I SchUophnnia 
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nonparanoid nibscaïes, fe~pectivdy, be used to make the diagnosis of schizophrenia. 

In addition, there should be at Ieast a three-point differenœ between these two d e s ,  

in favor of the formet, to make the diagnosis of paranoid schizophrenia. Given the 

fact that the schizophrenia groups were considerd to be in the postpsychotic phase of 

their ilIneues, most did not meet the cut-off aïteria on either the paanoid or 

nonparanoid schizophrenia -subscaies . However , with respect to the three-point 

difference behveen the two subscales, 24 of the 27 subjects in the paranoid group had 

a difference of three or more points in favor of the paranoid subscale. The three 

remaining paranoid patients had a difference of two points on the two subscales. AU 

of the nonparanoid schizophrenia patients scored higher on the nonparanoid scaie in 

spite of the fact that most of these subjects did not meet the cutoff critena on the 

nonparanoid subscaie. Based solely on the three-pin t difference between su bscales , 

then, al1 except three of the paranoid schizophrenia and dl of the nonparanoid 

schuophrenia patients were correctiy classified. The means and standard deviations 

on the Maine Scaie for each group are presented in Table 7. 

ANoVAs were performed on the paranoid (PS) and nonparanoid (NPS) 

subscaies of the Maine Scale in order to evaiuate their ability to discriminate among 

the three diagnostic groups. The ANOVAs indicated that there were significant 

differences among the groups on the PS -120.87, p< .O0011 and NPS Fm 

~67.62, p < .O0011 subscaies (Table 8). Tukey HSD p s t  hoc analyses revealed that 

on the paranoid subscale (PS) the paranoid schizophrenia group was significantly . 



Table 7 

Means and Standard Deviations on the Paranoid (PS) and Nonbaranoid N S )  

Subswes of the Maine Scale for the Ciroum 

Measure 

PS 

I N P S  15.4410-971 7.261 1.461 10.151 1.921 7.621 2.451 

Major 
Depression 
n-27 

M 

5.33 

Paranoid 
Schùophrenia 

n =27 

SD- 

0-68 

M 

11-07 

Nonparanoid 
Schuophrenia 

n =27 

SD 

2.13 

M 

6-04 

Total 
N=81 

SD 

1.26 

M 

7.48 

SD 

2-96 
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Table 8 

Analyses of Variance for the Parano'd 1 (PS) and Non~arano-d 1 W S )  Subsca les of 

the Maine Scaie 
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more paranoid than the nonparanoid schizophrenia and major depression groups, 

but there was no significant difference between the major depression and 

nonparanoid schizophrenia groups on the PS subscale. On the NPS subscale, the 

nonparanoid schuophrenia group had significantiy more nonparanoid symptoms 

(Le., generai schizophrenia symptoms), than the paranoid schùophrenia group 

which showed, in turn, sig&%antly more nonparanoid symptoms than the major 

depression group (Table 9). 

Tests of Hypotheses 

Hvwthesis 1 predicted that the paranoid scbphrenia group would be 

found to be more severely depressed than the nonparanoid schhphrenia group, but 

that the major depression group would be found to be the most severely depressed. 

To test this hypothesis a multivariate analysis of variance (MANOVA) test was 

used to examine the combined discriminatory power of the three depression 

measures @DI, HRSD, TMDI) for the three diagnostic groups. 

The means and standard deviations on aIi symptom measures for each group 

are presented in Table 10. The multivariate effect for diagnosis was significant, 

&,l,=16.05, p < .W1. Univariate ANOVAs were performed in order to idenw 

the discriminatory power of the individual depression measures. The ANOVAs 

indicated that there were significant daetences among the three groups on the 

rneasures: BDI, Fam=17.37, p.00001; HRSD, FQ,m=50.02, p=.00001; and 

TMDI, FGm =21.05, p=.00001 (Table 11). 



Table 9 

Tukev Port Hoc O_ Values of Gmu~ Pain for the Paranoid (PSI and Nonnaranoid 

f the Mai SI Subscdes O ne Scale 

- - -  - -  - - 

Major Depriession vs. Major Depression vs. Paranoid Schizophrenia 
Paranoid S ~ h i t o p ~ a  Non paranoid vs. Nonpiuanoid 

Schizophrenia Schizopbreaia 

PS 20. f 5* 2.47 17.69+ 

- QG, = 3.38, p.05 

* denotes signifiant difference 



Table 10 

Means and Standard Deviations on al1 Svmtom Measures for the gr ou^^ 

Major 
Depression 
nt27 

Paranoid ~ob~aranoid 
Schitophrenia Schizop hrenia 

n=27 n=27 

Total 

N=81 

II HRSD ( 2836 ( 4.07 

II MDID 1 8.96 1 2.44 

II MDIG 1 5.96 1 4.27 



Table 10 (continued) 

Major Paranoid Nonparanoid 
Schkophsenia Schizop hrenia 

n=27 n=27 n=27 



Table 10 (continued) 

Measure* Major Paranoid Nonparanoid Total 
Depression Schhphreaia Schizophrenia 
n=27 n=27 n=27 N=81 

M SD M SD M SD M SD 

GM 2-07 0.96 3.15 1.10 2.44 1.09 256 1-13 

POS 8.8 1 1-52 18.70 , 5.02 14.22 3.96 13-91 5.53 

NEG 20.19 3-76 17.78 5-45 20.15 6-18 1937 5.29 

GP 38.89 5.23 43-04 6-28 40-93 7.61 40.95 6.59 

SS 4.07 1.36 3 -00 L -69 1-48 1.16 2-85 1-76 

BDI Beck Depression Inventory 

HRSD Hamilton Rating Scale for Depression 

COOP Cwpersmith Self-Esteem Inventory (Adult Form) 

Mu1 tiscore Depression Inventory (MDI) 

MDIA Low Energy SubscaIe 

MDIB Cognitive Difficulty Subscaie 

MD= Guilt Subscale 

MDKD Low Self-Esteeni Subscale 

MDIE Social Introversion Subscale 

MDIF Pessimism Subscale 

MDIG Imtability Subscale 

MDIH Sad Mood Subscaie 

MD11 Instrumental Helplessness Subscale 

MDU Leamed Helplessness S ubscale 

TMDI Total Score of MD1 

PS Paranoid Subsde  of the Maine Scale 



Table 10 (continued) 

N P S  Nonparanoid Subscale of the Maine Scale 

PAS Physical Anhedonia Scde 

SAS Socid Anhedonia Scale 

Positive and Negative Syndrome Scale (PANSS) 

Positive Symptoms 

PL Deiusions 

p2 ConcepW Disorganization 

p3 Hallucinations 

p4 Excitement 

p5 Grandiosity 

p~ Suspiciousness/Persecution 

p7 Hostiiity 
Negative S y mptoms 

Nt Blunted Affect 

N2 Emotional Withdrawal 

N3 Poor Rapport 

N4 Passive Apathehc Social Withdrawd 

Ns Difficulty in Abstract Thinking 

N6 ~ a c k  of Spontaneity and ~ l o w  of Conversation 

NT S tereotyped Thinking 
General Psychopathology Symptoms 

GI Somatic Concern 

G2 Anxiety 

G3 Guilt Feelings 

G4 Tension 

GS Mannerisms or Posturing 

G6 Depression 



Table 10 (continuecl) 

Gï Motor Retardation 
Uncooperativeness 

(39 Unusual Thought Content 

GIO Disorien tation 

GII Poor Attention 

Gn Lack of Judgement and Insight 

en Disturbance of Volition 

GU Poor Impulse Convol 

Gis Preoccupation 

G16 Active Social Avoidance 
POS Positive S ymptom Composite 

NEG Negative S y mptom Composite 

GP General Psychopathology Composite 

SS Suicide Risk Scale 



Table 11 

Andvses of Variance for the Depession Measures BDI. HRSD. and TMDK 

TMDI 
(Multiscore Depression 
Inventory Total Score) 

Measure 

BDI 
(Beck Depression Inventory) 

HRSD 
( H d t o n  Rating S d e  for 
Demession) 

FR,, 

17.37 

50.02 
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Tukey HSD post hoc analyses were completed on these signifiant ANOVAs 

(Table 12). On the BDI and HRSD the major depression group was found to be 

significantly more depressed than the paranoid schizophrenia group which was, in 

turn, significantly more depressed than the nonparanoid schizophrenia group. On the 

TMDI measure the major depression and paranoid schizophrenia groups were found 

to be signïficantiy more depressed than the nonparanoid schizophrenia group, but no 

signifiant difference was found between the major depression and paranoid 

schizophrenia groups in severity of depression. These results are consistent with 

hypothesis I for the BDI and HRSD masures, and only pamally consistent for the 

TMDI rneasure. 

Hwothesis II predicted that the paranoid schizophrenia group would have a 

lower level of self-esteem than the nonparanoid schizophrenia group, but that the 

major depression group would have the lowest level of self-esteem. To test this 

hypothesis a MANOVA test was used to examine the combined discriminatory power 

of the two measures of self-esteem (COOP and MDID) for the three diagnostic 

groups. It is important to note that the COOP and MDID measures are keyed in the 

opposite direction to each another. On the COOP, as an individual's score increased 

in magnitude so did the person's level of self-esteem. In contras&, on the MDID, as 

an individual' s score increased in magnitude, the person's level of sel'esteem 

decreased. 

The multivariate effect for diagnosis was signifiant, &4<c.in1 '9.07, p= < .001. 

Univariate ANOVAs were performed in order to identi@ the discriminatory power of 



Table 12 

Tuk ev P ost Hoc Q V dues of G r o u ~  Pairs for the De~ression Maures BDT . HRSD. 

Meonirt Major Depression vs. Major Depression vs, Paranoid Schinphretiia 
Pannoid Schitophrenia Nonparnoid vs, Nonparanoid 

Schizophrenia 

I BDI 4.53f 1 3-39' 

HRSD 1 9.74. 1 4.02* 

- Qcv0.7h = 3.38, P.=-05 

* denotes significant difference 



the individual self-esteem measures. The ANOVAs hdicated that there were 

significant ciifferences among the groups on the measufes: COOP, Fm=19.65, 

p=.00001 and MDID, Fm=11.20, p=.0001 (T'abIe 13). 

Tukey HSD post hoc analyses were completed on these significant ANOVAs 

(Table 14). On the COOP and MDID the major depression and paranoid 

schimphrenia groups were -found to have a significantly lower self-esteem than the 

nonparanoid schizophrenia group. Although the major depression group had a lower 

self-esteern than the paranoid schizophrenia group on both self-esteem measufes, the 

ciifference was not significant between these two groups. The fact that the paranoid 

schizophrenia group was found to have a lower level of self-esteem than the 

nonparanoid schizophrenia group is consistent with hypothesis II. The finding that the 

major depression group' s level of self-esteem was not significantly lower than the 

self-esteem of the paranoid schizophrenia group, however, is inconsistent with 

hypothesis II. 

Hwothesis ïïI predicted that the paranoid schizophrenia group would have 

more suicide risWpotentia1 than the nonparanoid schizophrenia group, but that the 

major depression group would have the most suicide risk/potential. To test this 

hypothesis, an ANOVA was performed in order to determine whether the suicide 

risk sale (SS) could successfully discriminate among the three groups. The 

ANOVA indicated that there were significant differences among the groups in suicide 

risWpoten tial -22.82, p = .00001] (Table 15). 



Table 13 

Analyses of Variance for the Self-Fsteem Measures COOP and MDID 

Measure 

COOP (Coopersmith Seif-Esteem Inventory) 

MDID (Low Self-Esteem Subscale of the 
MDi) 

FC2.7Q 

19.65 

11 -20 

P 
.00001 

.O001 



Table 14 

Tukev Post Hoc O Values of Grouo Pain fur the Self-Esteem Measures COOP and 

O values 

- Qm0,781 3.38, p=.05 

* denotes significant difference 

Major Depression vs- 
Paranoid Schizopbrenia 

2-70 

Major Depression vs. 
Non paranoid 
Scbizophrenia 

8.664 

Paranoid Schizophrenia 
vs, Nonparauoid 
Schimpntenia 

5.96* 



Table 15 

Anaivsis of Variance for the Suicide Risk Scak 
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Tukey HSD post hoc analyses fiable 16) indicated that the major depression 

group was signifîcantiy more suicidai than the paranoid schizophrenia group which 

was, in tum, significantly more suicida1 than the nonparanoid schimphrenia group. 

These rpsults are consistent with hypothesis ïïï. 

Eyothèsis IV predicted that the paranoid schùophrenia group wouid show 

more severe cognitive depressive symptomatology than the nonparanoid schizophrenia 

group, but there would be no diffiences in the profile of depressive symptomatology 

between the paranoid schizophrenia and major depression groups. To test this 

hypothesis a MANOVA test was used to examine the combined discriminatory power 

of the cognitive depressive syrnptom measures of the MD1 Frr,IB (cognitive 

difficulty) , MDIC (guilt) , MDID (low self-esteem) , MDIF (pessimism) , and M'DU 

(lemeci helplessness)] . The multivariate effect for diagnosis was signifiant, 

-4.47, p < -001. Univariate ANOVAs were performed in order to identify the 

discriminatory power of the individual cognitive depressive symptom measures. The 

A N O V A s  indicated that there were signifiant differences among the three diagnostic 

groups on cognitive difficuity (MDIB) CF,, = 15-60, p = -0000 11, guilt (MDIC) 

F,,,=7.76, p=.0008], self-esteem (MDID) Fm=11.20, p=.ûûûl], pessimisrn 

(MDIF) FRm = 12-08> p = .û0ûû 11, and leamed helplessness (i. e., passively helpless 

attitude) (MDU) FB;m=6.05, p=.003q (Table 17). 

Tukey HSD post hoc analyses Vable 18) indicated that the major depression 

and paranoid schizophrenia groups had significantly more cognitive difficulty, guilt, 



Table 16 

Tukev Post Hoc C) Values of gr ou^ Pairs for the Suicide Risk ScaIe 

Measure 

SS 

Major Depression vs, 
Paranoid Schizophrenia 

3.94* 

Major Depression vs. 
Nonparanoid 
Schizopbteaia 

9.514 

Pamnoid Scbizophrenia 
vs, Nonpritaaoid 
Scbizophreaia 

5S7+ 



Table 17 

f Variance for the Cognitive De~ressi Analvses o ve Symutom Measures MDIB. 

MDIC. MDID. MDTF. and MDU 

Measure 

MDIB (Cognitive Difficulty) 

MDIC (Guilt) 

MDID (Low Self-Esteem) 

MDIF (Pessimism) 

MDU (Lameci Helplessness) 

Fam 
15.40 

7.76 

11.20 

12.08 

6.05 

P 
.00001 

,0008 

.O001 

.00001 

,0036 



Table 18 

Tukev Post Hoc O Values of gr ou^ Pairs for the Comitive Demessive Svm~tom 

Measures MDIB. MDTC, MDID. MDIF. and MDU 

MDfB 
(Cognitive 
Difficulty) 

MDlC 
(Guilt) 

MDID (Low 
Self-Estccm) 

MDIF 
(Pcssiniisrn) 

MDU 
(teanied 
Helpltssncss) 

Major Dcprtssion YS. 
Puanoid Schizophrtnia 

2-45. 

- Note* Q c Y ~ , ~  = 3.38, ~ 1 . 0 5  

* denotes signifiant difference 
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low self-esteem, and pessimisrn than the nonparanoid schitophrenia group. As for the 

symptom of leamed helplesmess, the major depression group had significantly more 

than the nonparanoid ehizophrenia group, but there was no signifiant difference 

between the major depression and paranoid schizophrenia groups or between the two 

schizophrenia groups on this cognitive depressive symptom measure. ûverall, the 

paranoid schizophrenia group had more severe cognitive depressive symptoms than 

the nonparanoid schitophrenia group which is consistent with hypothesis IV. With 

respect to the magnitude of cognitive depressive symptoms, there were fewer 

significant differences between the major depression and paranoid schimphrenia 

groups than for any of the other two group comparisons. 

Apart from the cognitive depressive symptoms, a MANOVA test was used to 

examine the combined discriminatory power of the affective depressive symptom 

measures of the MD1 W I G  (Untability), MDIH (sad mood), and MD11 

(instrumental helplessness)]. The multivariate effect for diagnosis was signifiant, 

&6,is<D =5.84, p < -001. Univariate ANOVAs were completed in order to identify the 

discriminatory power of the individual affective depressive symptom measures. The 

ANOVAs inciicated that there were significant differences among the three diagnostic 

groups in imtability (MDIG) Fe, =4.47, p = -01451, sad mood (MDM) 

CF,,@ = 1 1.60, p = -0000 11 and instrumental helplessness (MDII) (Le., loneliness and 

in need of social contact) [FR,78) =5.59, p = .O0541 (T'able 19). 



Table 19 

f variance fo Analvses o r the Affective De~ressive Svmptom Measures MDK. 

mm. and MDn 

- - - - - - - - 

MD11 (Instrumental Helplessness) 1 5.59 

Measue 

MDXG (hitability) 

MD= (Sad Md) 

F m  

4.47 

11.60 

P 
.O145 

.oooOl 



153 

Tukey HSD pst  hoc analyses indicated that the major depression and paranoid 

schizophrenia groups had significantly more sad mood (MDIH) and instrumentai 

helplessnes (MDIQ than the nonparanoid schhophrenia group. However. there was 

no signifiant difference behKeen the major depression and paranoid schizophrenia 

groups on the affective depressive symptom meamres (T.abIe 20). Although the major 

depression group was found to have significantly more irritability than the 

nonparanoid schizophrenia group, there was no signifiant diffaence beiween the 

major depression and paranoid ~hizophrenia groups, or between the two - 

schizophrenia groups on the irritability measure. With respect to the magnitude of 

affective depressive symptoms, there were fewer significant differences between the 

major depression and paranoid schizophrenia groups than for any of the other two 

group comparisons. 

The vegetative and motivational depressive symptom subscales of the MDI, 

MDIA (low energy) and MDIE (social introversion) respectively, were tested for theïr 

discriminatory power among the three diagnostic groups. The resulting ANOVAs 

indicated significant differences arnong the groups on the measures of low energy 

(MDIA) FQ,7n = 10.17, p = .0001], and social introversion @DIE) = 1 1-85? 

p=.OOOOl] (Table 21). 

Tukey HSD p s t  hoc analyses indicated that the major depression and paranoid 

schizophrenia groups had significantly more low energy and social introversion than 

the nonparanoid schizophrenia group. However, there was no signifiant difference 



Table 20 

Tukev Post Hoc O Values of Cirou~ Pairs for the Affective Daressive Svm~tom 

Paranoid Schiiphmia 

MDIG 
(IrritabGty) 

MDIH 
(Sad Mood) 

Q ~ , ,  = 3.38, p=.O5 

* denotes significant difference 

Nonparanoid Schinphrcnia 

MD11 
(Instrumental 
Htlplcssness) 

Nonpannoid Schiiphhnio 

3-11 . 

2-95 

0.24 

4.04* 

6.79% 

0.93 

3 -84s 

4.21 * 3 -97s 



Table 21 

Analvses of Variance of the Ve~etati ve M D  iA> and Moh vanonal W E I  
. . 

Measure 

MDIA (Low Energy) 

MDïE (Social ~ntroveriion) 

F(2.78) 

10.17 

1 1.85 

P 

,0001 

,00001 



between the major depression and paranoid schizophrenia groups on these two 

depressive symptom meastues Wle  22). Therefore. with respect to the magnitude 

of these two depressive symptom meanins, thae were fewer significant differences 

between the major depression and paranoid schirophtenia groups than for any of the 

other two group comparisons. 

The profile of depressive symptoms for each group is show in Figure 1. 

These profiles illustrate the fact that the major depression and paranoid schizophrenia 

groups are most similar in the severity of cognitive. affective, vegetative, and 

motivational depressive symptoms. With respect to the order of depressive symptoms 

from most severe to least severe there are similarities among ail the groups. For the 

major depression group the depressive symptoms can be ordered from most to least 

severe as follows: sad mood (MDIH), low energy (MDIA), pessimism (MDIF), 

cognitive difficulty (MDIB) , social introversion (MDIE) , low selfssteem (MDID) , 

guiit (MDIC) , learned helplessness (MDU) , instrumentai helplessness (MDII) , and 

irritability (MDIG). Sirnilarly, the depressive symptoms can be ordered from most to 

least severe for the paranoid schizophrenia group as foilows: low energy ((MDIA), 

sad mood (MDM) , social introversion (MDIE) , cognitive difficulty (MiDiB), 

pessimism (MDIF) , low seIf-esteem @IDID), guilt (MDIC), leamed helplesmess 

(M'DU), instrumental helplessness (MD@, and irritability (MDIG). Finally, the order 

of these deprwive symptoms fiom most to least severe for the nonparanoid 

schizophrenia group are as follows: low energy (MDIA), sad mood (MDM), social 

introversion (MDIE) , pessimism (MDIF), guilt (MDIC) , cognitive difficulty (MDlB) , 



Table 22 

Tukev Post Hoc Q Values of gr ou^ Pairs for the Venetaiive MDTA) and 

Major Depression vs. 1 Paranoid Scbphrrnia  

MDIE (Social I 2.04 
Introversion) 

Note- QwBvm = 3.38, p=+05 

* denotes significant difference 

Q Values 

Major Depression vs. 1 Paranoid SchLDphrrnY vs. 
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lemed helplessness (MDIJ), low seIf-esteem (MDID), instrumental helplessness 

(MDII) , and itritability (MDIG) . 

While the major depression group identified sad mood (MDIH) as the most 

severe depressive symptom followed by low energy (MINA), the two schuophrenia 

groups identified low energy (MDIA) as their most severe depressive symptom 

foJlowed by sad mood (MINH). As the third most severe symptom, the major 

depression group identifieci pessimisrn (MDIF), while the two schizophrenia groups 

identified social introversion (MDIE). The major depression and p m o i d  

schizophrenia groups identified cognitive difficdty (MfXB) as the fourth most severe 

symptom while the nonparanoid schimphrenia group identifiecl pessimisrn (MDIF). 

The major depression, paranoid schizophrenia, and nonparanoid schizophrenia groups 

identified social introversion (MDIE) , pessimism (MDIF) , and low self-esteem 

(MDIC), respectively, as the fifth most severe depressive symptom. The sixth, 

seventh, and eighth severe depressive symptoms were identified as low seîf-esteem 

(MDID) , guilt (MDIC) , and lemed helplessness (MDU), respectively , b y the major 

depression and paranoid schizophrenia groups. In contrast, the nonparanoid 

schizophrenia group identified cognitive difficulty (MDIB) , leamed helplessness 

(MDU), and low self-esteem (MDID) as the sixth, seventh, and eighth severe 

depressive symptoms, respectively. Finally, ail three diagnostic groups placed 

instrumentai helplessness (MDII) and imtability (MDIG) as the ninth and tenth severe 

depressive symptoms. Consequently, with respect to the profde of depressive 
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symptoms, although the paranoid schuophrenia depressive symptom profile resembles 

elements of both the major depression and nonparanoid schUophrenia depressive 

symptom profiles, it is most simüar to the major depression profile in both symptom 

severity and ordering of depressive symptoms. Therefore, these findings are mostly 

consistent with the last part of Kypothesis IV. 

Hywthesis V predicted that the paranoid schuophrenia group would have 

more severe positive syrnptomatology than either the nonparanoid schizophremia or 

major depression groups, and that the major depression group would have the lem 

severe. To test this hypothesis ANûVAs were perfomed on the composite score of 

the positive symptoms (POS) and on each of  the individual positive symptom 

measures ~ , (delu~ons) ,  P,(concephial disorganization), P3(haI.lucinations), 

P,(excitement), P&randiosity), P6(suspicioumess/persecution), and P7(hostility)J of 

the PANSS in order to determine the discriminatory power of the positive symptom 

measures among the three diagnostic groups. 

These ANOVAs revealed that there were significant diffennces among the 

three groups on the following measures: positive symptom composite score (POS) 

CF,,,, -45.93, p = -0000 11, delusions (P,) FaSm =88.OO, p = .O000 11, conceptual 

disorganization (Pd F,, = 17.41, p = .O 11, hallucinations (Pd = 16-85, 

p = .ûûûû 11, excitement (P,) IF,, =5.6O, p = .0053], grandiosity (P,) = 14.03, 

p = .O000 11, and suspiciousness/persecution (Pd ~ 6 2 . 8  1, p = .00001]. There 
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were no oignifïcant ciifferences among the three groups on the measure of hostility 

(P7) Fam=.13, p=.8816] cable 23). 

Tulcey HSD post hoc analyses w a e  compIeted on the significant A N O V A s  

(Table 24). Based on the positive symptom composite measure (POS), the paranoid 

schizophrenia group was found to have signiticantly more severe positive symptoms 

than the nonparanoid schizophrenia group which was, in ~ n ,  found to have 

significantly more severe positive symptoms than the major depression group. With 

respect to the individual positive symptoms, the paranoid schizophrenia group was 

found to be significantly more delusional (PJ than the nonparanoid schizophrenia 

group which was, in turn, significantly more delusional (P,) than the major depression 

group. On the P, measure the nonparanoid schizophrenia group was found to have 

significantly more conceptual disorganization than the paranoid schizophrenia group 

which was, in tum, found to have significantly more conceptual disorganization than 

the major depression group. On the P, and P, symptom measures the two 

schizophrenia groups were found to have significantiy more hallucinations and 

excitement than the major depression group, but there were no significant ciifferenes 

in hallucinations or excitement level between the two schizophrenia groups. Finally, 

on the PS and P, symptom measures the paranoid schizophrenia group was found to 

have significantiy more grandiosity (Ps) and suspiciousness/persecution (P6) than both 

the nonparanoid schizophrenia and major depression groups. However, there was no 



TabIe 23 

Anal- of Variance for the Positive S m ~ t o m  Measuns POS. P, 

P,. P,. P& P.. and P, of the PANSS 

1 , Measure 

~ POS (Positive Symptorn Composite Score) 

Pt 
(Delusions) 

p2 

(Conceptuai Disorganization) 

p3 
(Hallucinations) 

P4 
(Excitemen t )  

Pb 

(Suspicioumess/Persecu tion) 

P7 
(Host ili ty) 

Fam 

45.93 

88.00 

17.41 

16.85 

5.60 

P 

.00001 

.00001 

.00001 

.00001 

.O053 

62.81 

O. 13 

.00001 

-8816 



Table 24 

Tukev Post Hoc O Values of gr ou^ Pairs for the Positr ve Svmtom Measures L I 

POS. P , S 7 S 1 . P . . * p î - &  

I l  

Meanire 

FOS (Positive Symptorn Cornp. 
Score) 

Major Depression 
vs- 

Parano id 
Scbimphmia 

1353% 

Uajor Dcp-on 
vs, 

Nonparanoid 
schizophmia 

7.40* 
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signifiuuit clifference between the nonparanoid schizophrenia and major depression 

groups on these two symptom measures. Genedy, the paranoid schuophrenia group 

was found to have more severe positive symptoms than the other two groups and the 

major depression group was found to have the least severe. For the most part, these 

results are amsistent with hypothesis V. 

xymthesis VI predicted that the paranoid schizophrenia group would have less 

severe negative symptomatology than the nonparanoid schhophrenia group, but that 

the major depression group would have the least severe. To test this hypothesis 

ANOVAs were performed on the composite score of the negative symptoms (NEG) 

and on each of the individual negative symptom measures ml(blunted affect), 

N,(emotional withdrawal), N,@oor rapport), N4(passive apathetic social withdrawal), 

N,(difficulty in abstract thinking), N@ck of spontaneity and flow of conversation), 

and N,(stereotyped thinking)] of the PANSS (Table 25). 

The ANOVAs revealed signifiant differences arnong the three groups on the 

foilowing measures: emotional withdrawal (N3 pan = 3.46, p = -03621, passive 

apathetic social withdrawal (N,) [FG7, = 6.3 1, p = .OO29], and stereotyped 

thinking (N,)p,,7Q = 8.85, p = .0003]. There were no significant differences among 

the three groups on the following meanires: negative symptom composite score 

(NEG) F,,=1.88, p=.1598], blunted affat (NI) v,=2.72, p=.0724], poor 

rapport (N,) [F,7Q = 1.14, p = .3246], dificulty in abstract thinking (N,) Fe, = 2.02, 

p=. 13971, and kck of spontaneity and flow of conversation (N6) Fws) = 1.58, 

p=.2130]. 



Table 25 

Analvses of Variance for the Neeative Svm~tom Meawres NEG. N,. N,. N.. NA. N, 

Ns. and N, of the PANSS 

Mesure 

NEG (Negative Symptom 
Composite Score) 

Nt 
(Blunted Affect) 

Nt 
(Emoticmal Wiîhdrawal) 

N3 
(Poor Rapport) 

N, (Positive Apathetic 
Sociai Wsthdrawal) 

h m  

1-88 

2-72 

Ns 
(Difficulty in Absiract Thinking) 

N, (Lack of Spontaneity and 
Flow of Conversation) 

P 

-1598 

.O724 

3 -46 

1- 14 

6.3 1 

-0362 

.3246 

.O029 

2.02 

1.58 

1397 

.2130 



166 

Tukey HSD p s t  hoc analyses w e z  performed on the Oignificant ANOVAs 

(Table 26). On the N, measure the major depression group was found to have 

signifïcantly more emotional withdrawd than the paranoid schizophrenia group, but 

there were no signifiant ciifferences between the major depression and nonparanoid 

schîzophrenia groups, or between the two shizophrenia groups, in emotionai 

withdrawai. On the N4 measure, the major depression p u p  was found to have 

significantly more passive apathetic social withdnwai than both the paranoid and 

nonparanoid schimphrenia groups. However, there was no signifiant differenœ 

between the two xhkophrenia gmups on the N, symptom measure. Finaiiy, on the 

N, symptom measure both the paranoid and nonparanoid schizophrenia groups were 

found to have significantly more stereotyped thinking than the major depression 

group, but there was no signifiant ciifference between the two schizophrenia groups 

on the N, symptom measure. 

Therefore, only three of the eight negative symptom measures were found to 

discriminate among the three diagnostic groups. Two of these symptom measures 

were found to be the most severe in the major depression group. In addition, these 

three measures were not able to discriminate between the two schwphrenia groups. 

These results are inconsistent with hypothesis M. 

Hwothesis VI1 predicted that the paranoid schizophrenia group would have 

less anhedonia (PAS and SAS) than the nonparanoid schhophrenia group, but that the 

major depression group would be found to have the most. To test this hypothesis a 

MANOVA test was used to examine the combined discriminatory power of the two 

anhedonia measures (PAS and SAS) for the three diagnostic groups. The multivariate 

effect for diagnosis was significant , E4, ,, = 3 -56, p = -008. Univariate ANOVAs 



Table 26 

Tukev Post Hoc O Values of gr ou^ Pairs for the N e g a i .  

& and N, 

Major Depression Major Depression 
vs- Paranoid vs. Nonparanoid 

schizophnnia 

* denotes signifiant difference 

N, (Passive 
Apathetic Social 
Withdrawal) 

N7 
( S - W  
-=nk*gl 

4.69* 

5. 15* 

3-91' 

5-15' 

0.78 

0.00 



were performed in order to idenm the discriminatory power of the individual 

anhedonia measures. The ANOVAs indicated that there were sigaificant ciifferences 

among the groups in both physical anhedonia (PAS) [F,,=4.32, p=.0167] and 

sociai anhedonia (SAS) [Fats) =6.34, p = .O0281 (Table 27). 

Tukey HSD p s t  hoc analyses were completed on these ANOVAs able 28). 

On the PAS and SAS measures the major depression group was found to have 

significantly more phyticalhd social anhedonia than the nonparanoid rhizophrenia 

group. However, although the major depression group had more physical and social . 
anhedonia than the paranoid schizophrenia group, the difference was not signi ficant. 

Sirnilarly, although the paranoid rbophrenia group had more physiml and social 

anhedonia than the nonparanoid schitophrenia group, the difference was not 

signifiant. These results are inconsistent with hypothesis VII insofar as the paranoid 

schizophrenia group was not found to have significantly less anhedonia than the 

nonparanoid schizophrenia group. However, the major depression group was found 

to have the most anhedonia, but was only significantly different from the nonparanoid 

schizophrenia group. Therefore, these findings are at lest partially consistent with 

hypthesis W. 

Use of Medications 

The percentages of subjects using a particular medication for each group are 

presented in Table 29. There was a significant difference among the groups in the 

numbers of patients who were taking neuroleptic medication (NEURO) wa = 18.99, 

p = .OOOO8]. Significantly more nonparanoid schizophrenia patients were taking 

neuroleptics than the paranoid schizophrenia patients [G, -5.08, p= .O24l7] and the 

major depression patients w(ll = 18.99, p = .O000 11. In addition, significantly more 



Table 27 

Analvses of Variance for the Anhedonia Measures PAS and SAS 

Measwe 

PAS (Physical Anhedonia Scaie) 

SAS (Social Anhedonia Scde) 

Fam 
4.32 

6.34 

P 
,Of 67 

,0028 



Table 28 

Tukev Post Hoc O Values of gr ou^ Pain for the Anhedonia Measures PAS and SAS 

(Physicd Anhedonia Scale) I l  

Major Dep-on 
vs. Paranoid 
Schirophrenia 

Qwovtn = 3.38, p.05 

* denotes signifiant difference 

Major D ~ ~ O Q  
vs. Nonparanoid 

Schizo p h n i a  



Table 29 

Medication Use for each of the Grouos 

ANEURO 

(Atypical Neuroleptic) 

TCA 

SSRI 

(Selective Serotonin 
Reuptake Inhiitor) 

ANXO 

(Anxiolytic) 

HYPNO 

(Hypno tic) 

MOOD 

( M d  Stabllizer) 

use 

Yes 

No 

Yes 

No 

Yes 

No 
- 

Yes 

No 

Yes 

No 

Yes 

No 

Major 
Depression 

18.5% 
@=S) 
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paranoid schizophrenia patients were takuig nem1eptics than the major depression 

patients &=5.33, p=.0209]. No patient in the major depression group was taking 

an atypical newleptic (ANEURO); however, significantly more paranoid 

schizophrenia patients were t a h g  an atypical neuroleptic compared to the 

nonparanoid schiÿophrenia patients w,, -6.3 1, p = .O Il. 

With respect to antiparkinsonian (APARK) medication, there was a signiFicant 

difference among the groups in the number of patients taking this mediation 

m2, = 19.10, p = .00007]. Whüe there was no tignificant Merence in the numbers 

of patients taking MARK beween the two schuophrenia groups &, = 1.85, 

p = .171 y significantly fewer major depression patients were taking MARK compared 

to patients in the paranoid schizophrenia mo, = 10 -7 1, p = -00 11 and nonparanoid 

schizophrenia wfll = 19 -32, p = -0000 11 groups . No paranoid schizophrenia patient 

was taking a trkyclic antidepressant medication (TCA). Although more major 

depression patients were taking a TCA than the nonparanoid schizophrenia patients 

[x2,,, = 17.41, p = .00003], there was no significant difference in the numbers of 

patients talchg a TCA between the two schuophrenia groups &=1.02. p=.31]. 

As for selective serotonin reuptake inhibitors (SSRIs), only the major depression 

group was taking this medication. Finally, there were no signifiant differences 

among the groups with respect to the numbers of patients taking anxiolytics (ANXIO) 

Fm = .12, p = .94], hypnotics -NO) w, ~ 2 . 9 ,  p = -231, or mood stabilizers 

(MOOD) IX',=3.0, p=.22]. 



173 

Apart h m  a cornpazison of the numbers of patients in each group talang a 

particuiar medication, the amount of medication used (i-e., dosage) was dso 

compared among the groups. The means and standard deyiations in miliigram 

dosages for aii medications usai by each group are presented in Table 30. As 

previousiy mentioned, neuroleptic and atypical neuroleptic medication dosages were 

converted to Chlorprornazine Equivdencies (mg). When daily dosages were 

compared among three groups, an ANOVA test was used, followed by Tukey HSD 

post hoc tests. In contrast, when one of the three groups was not taking a panicular 

medication, a Student t test was used to compare daily dosages on the remaining two 

groups. 

Although there were no signifiant between group differences found in the 

prescnbed daiiy dosages of anxiolytic (ANXIO) [F,,=O.lg, p= A2091 or hypnotic 

(HYPNO) =O -98, p = .3793] medications, there were significant between group 

differences found in the pracribed daily dosages of neuroleptic (NEURO) 

FRm =6.35, p=.0028] and antiparkinsonian (APARK) IF,,-6.67, p=.0021] 

medications uable 31). Tukey HSD post hoc analyses revealed that the patients in 

the two schizophrenia groups were taking significantly more neuroleptic and 

antiParkinsonian medications than the patients in the major depression group. 

Although the nonparanoid schizophrenia group was taking more neuroleptic and 

antiParkinsonian medication than the paranoid schizophrenia group, the differenœ was 

not significant (T'able 32). In contrast, the paranoid schizophrenia group was found to 



Table 30 

Means and Standard Deviations of Medication Dailv Doqges (me1 for the Grou~t  

Majo t 
Depression 

NEURO 12.41 39.60 
(Neuroleptic) 

ANEWRO 0.00 0.00 
(Amical Neuroleptic) 

MARK -07 .38 
(AntiPiukinsonian) 

TCA 93.56 116.15 
flricyclic Antidepressant) 

SSRI 21.48 40.07 
(Selective Serotonin 
Reuptake Iahibitor) 

ANXIO 1.48 5.74 
(Anxiolytic) 

HYPNO .87 2.39 
(Hypno tic) 

MOOD 90.74 339.13 
(Md Stabiiizer) 



Table 3 1 

Analyses of Variance for Dailv D o w  of Medications NEURO. APARK. ANXIO, 

and HYPNO 

Measure 52.781 P 

NEURO 6-35 -0028 
(Neuroleptic) 

MARK 6.67 -0021 
(AntiParkinsonian) 

ANXI0 O- 19 -8209 
(Anxiol ytic) 

HYPNO 0.98 -3793 
(Hypnotic) 

4 



Table 32 

NEURO 
(Neumlep tic) 

MARK 
(AntiParlrinsoniau) 

Qm,, = 3.38, p.05 

* denotes signifiant difference 

- - - -- 

Paranoid Schimpbrenia 
us- Nonparanoid 

Schinphrenia 

1-53 

- 

Major Depression 
vs. Paranoid 

SchizopMa 

3,39* 

-- 

Major Depfesst-on 
vs, Nonparanoid 
Scbirophfenb 

4-92' 
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be taking signiticantly more atypical neuroleptic (ANEURO) medication than the 

nonparanoid rhizophrenia group [km=3 .  19, p =003]. 

The major depression group was taking significantly more tricyclic 

antidepressant PCA) medication than the nonpannoid sctiizophrenia [b, =3.82, 

p = -00 11 and paranoid schizophrenia [b, -3.9 1, p = .O0 11 groups. There was, 

however, no significant difference between the two schkophrenia groups [b= 1 .O, 

p = -333. Finally, although the nonparanoid schizophrenia patients were not taking a 

mood stabilizer (MOOD) medication, there was no significant difference in the 

amount of MOOD taluen between the two schizophrenia groups [ha= 1.32, p =.2O] or 

the major depression and paranoid schirophrenia groups [tm = .Z, p = .80]. 

General Psychopathology 

ANOVAs were perforrned.on a l i  of the individual symptom measures whkh 

make up the general psychopathology portion of the PANSS including the composite 

score of general psychopathology (GP) (Table 33). Tukey HSD p s t  hoc analyses 

were completed on al l  ANOVAs found to be significant (Table 34). 

The ANOVAs indicated that there were no significant differences among the 

groups on the following rneasures: general psychopathology (GP) R,rn=2.80, 

p = .O672], somatic concems (Gd [F,7Q =O.36, p= -69761, tension (G,) 

[Fa,*) = 1 -48, p = .2334], uncooperativeness (G8) FR.7m ~2 .20 ,  p = -1 l75i, poor 

attention (GI ,) IF,.,, = 1.13, p = .3278], disturbance of volition (G,3 FaTa) =O.74, 

p = .48 131, and poor impulse control (GIA FB,7, =O.W, p = .9609]. However, there 



Table 33 

Analyses 00 Mtheures of the PANSS 

Measure 

GP (General PsychopathoIogy Composite Score) 

G, (Somatic Conceni) 
r 

4 ( h W )  

G, (Guiit Feeiings) 

Go (Tension) 

%.m 

2.80 

0.36 

5.20 

4 (Mannensms and Posturing) 
L 

G, (Depression) 

G, (Motor Retardation) 

P 
-0672 

.6976 

.O076 

5.04 

1.48 

G, (Unusual Thought Content) 

G ,, (Disorientation) 

G,, (Poor Attention) 

G,, (Lack of Judgement and Insight) 

G,, (Disturbance of Volition) 
I 

G, (Poor Impulse Control) 

G,, (Preoccupation) 

-0087 
- 

-2334 

13.31 

36.17 

3.96 

.00001 

.00001 

.O229 

1 Gis (Active Social Avoidance) 1 7.30 1 -0012 ] 

35.34 

11.88 

1.13 

7.87 

0.74 

0.04 

6.14 

.00001 
1 

.00001 

,3278 

.O008 

.4813 
A 

-9609 

.O033 



Table 34 

Tukev Post Hoc O Values of gr ou^ Pairs for the General Psvchopatholo&v Measures 

Major 
Depression vs- 

Paranoid 
Scbpbrcaia 

Major Paranoid 
DepresslreSSlon vs- Schitophrenia vs. 
Nonparanoid Nonparanoid 

Schiu,phrenia Schuaphmia 

4.33* 0.94 

Go 
(UnusuaI Thought Content) 

Gs 
(Depression) 

G7 
(Motor Retardation) 

=i6 
(Active Sociai Avoidance) 

6-35' 

3 -95* 

G12 
(Lack of Judgementiinsight) 

Gu 
(Preoccupation) 

-- Note QmG,7a = 3.38, ~1.05 

* denotes significant difference 

12-02' 

2.46 

4.56* 

4.29* 

5-67' 

1.48 

5.11* 0.55 

4.29* 0.00 
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were signiticant ciifferences among the groups on the foilowing measwes: anxiety (Q 

IF,, =5.2O, p= .0076], guilt feelings (Gd, Fam -5.04, p =.0087], mamerisms and 

postuMg (GS) Pa7pl3 .3  1, p=.00001], depression (Ga) Vam=36. 17, p=.00001], 

motor retardation (G,) IF,, =3 -96, p = -02291, unusuai thought content (Gp) 

IF,,=35.34, p=.00001], disorientation (G,J Fam=11.88, p=.00009, lack of 

judgement and insight (G&) IF,,=7.87, p=.ûûûS], preoccupation (G,3 

&,=6.14, p=.0033], and active social avoidance (G,d h 9 7 . 3 0 ,  p=.0012]. 

Tukey HSD post hoc analyses revealed that the major depression group had 

significantly more anxiety (Ga than both the paranoid and nonparanoid schizophrenia 

groups. Although the paranoid schizophrenia group had more anxiety than the 

nonparanoid schizophrenia group, the difference was not significant. On the guilt 

symptorn meanrre (G3), the major depression group exhibited more guilt than the 

paranoid schizophrenia group which, in tum, exhibited more than the nonparanoid 

schizophrenia group, but a significant difference was only found between the major 

depression and nonparanoid schizophrenia groups. 

With respect to the mannensms and posturing (GJ measure, the nonparanoid 

schizopluenia group exhibited significantly more than the paranoid sch~ophrenia and 

major depression groups, but there was no significant difference between the major 

depression and paranoid schizophrenia groups on this measure. On the depression 

(Ga measure, the major depression group was found to be significantly more 

depressed than the paranoid schizophrenia group which was, in mm, found to be 
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significantly more depressed than the nonparanoid schuophrenia group. While the 

major depression group exhibited the most motor retardation (G,) and îhe paranoid 

schizophrenia group exhiited the lem, the ciifference was significant only between 

these two groups. On the measure of unusuaL thought content (GJ the paranoid and 

nonparanoid schizophrenia groups exhibiteci signifïcantly more unusual thought than 

the major depression group but there was no significant difference between the two 

schizophrenia groups on this measure. 

On the disorientation m a u r e  (G,,,), the nonparanoid schwphrenia group 

exhibited significantly more disorientation than both the paranoid schizophrenia and 

major depression groups. There was, however, no significant difference between the 

paranoid schuophrenia and major depression groups on this rneasure. The major 

depression group exhibited significantly better judgement and insight (G,3 than both 

the schizophrenia groups, but there was no significant difference between the w o  

schizophrenia groups on this measure. The two schizophrenia groups exhibited 

significantly more preoccupation (GIS) than the major depression group, but there was 

no significant difference between the two schizophrenia groups. Finaily, the paranoid 

schimphrenia groups had significantly more active social avoidance (G16) than both 

the major depression and nonparanoid schizophrenia groups. But there was no 

significant difference between the major depression and nonparanoid schizophrenia 

groups on this measure. 



Gender Effects 

As previously indicated, die paranoid schimphrenia g m p  was composeci of 24 

males and three fernales and is, therefore, tm skewed in the favor of males to carry 

on m e r  analyses regarding gender. Consequentiy, only the major depresùon and 

nonparanoid schizophrenia groups were anaïysed for gender effecis. Several analyses 

were perfomed on these two groups. Fintly, a 2 x 2 MANOVA test for sex and 

diagnosis (major depression and nonparanoid schizophrenia) was performed in order 

to examine the effect of sex on depression (BDI, HRSD, TMDI). The resuits 

indicated that there was no significant main effect of sex on depression 1.42, 

p=.249]; nor was there a significant sex by diagnosis interaction e W t  on depression 

=O.39, p= -7601. Therefore, females were not found to be more depressed 

than males and there was no interactive effect of sex by diagnosis on depression. 

Secondly, a 2 x 2 MANOVA test for sex and diagnosis was performed in 

order to examine the effect of sex on the cognitive depressive symptoms of the MD1 

[cognitive difficulty (MDIB) , guilt (MDIC) , low self-esteem (MDID), pessimism 

(MDIF), and leamed helplessness (MDIJ)]. The results indicated that there was no 

signifiant main effect of sex on cognitive depressive symptorns F(5*~1 =0.62, 

p = .68q and there was no significant sex by diagnosis interaction effect on the 

cognitive depressive measures IF,, = O X ,  p = -6 Ml. Therefore, females were not 

found to be more cognitively depressed than males and then was no interactive effect 

of sex by diagnosis on cognitive depressive symptoms. 
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Thirdiy, a 2 x 2 MANOVA test for sex and diagnosis was perfomed in order 

to examuie the effect of sex on the affective depressive symptom measures of the 

MD1 [sad mood (MDIH), irritability W I G ) ,  and instrumental hdplessness (MDII)]. 

The results indicated that there was no significant main effect of sex on the affective 

depressive symptoms Fa, = 1.3 1, p = -28 11 and no significant sex by diagnosis 

interaction effect on the affective depressive measures IF,,, = 1 -84, p = -152 J. 

Fourthly, a 2 x 2 MANOVA test for sex and diagnosis was perfomed in order 

to examine the effect of sex on the self-esteem measures (COOP and MDID). The 

results indicated that there was no significant main effect of sex on seIf-esteem 

p,, f2.96, p = .O6 11 and there was no significant sex b y diagnosis interaction effect 

on selfesteem F,,=O.28, p=.756]. The main effect of sex on self-esteem was, 

however, dmost significant. An examination of the means showed that fernales had 

an "almost significant" Iower self-esteem than males on the COOP measure. 

A 2 x 2 MANOVA test for sex and diagnosis was also performed in order to 

examine the effect of sex on the anhedonia measures (PAS and SAS). The results 

indicated that there was no significant main effect of sex on anhedonia [F&)=.04, 

p = .960] and there was no significant sex by diagnosis interaction effect on anhedonia 

[Fa,= 1.17, p=.3 191. Therefore, fernales were not found to be more anhedonic 

than males and there was no interactive effect of sex by diagnosis on anhedonia. 

Finally, separate 2 x 2 ANOVAs were performed in order to examine the 

effect of sex on positive (POS) and negative (NEG) symptoms, and low energy 

(MDIA) and social introversion (INDIE). The results indicated that there was no 

significant main effect of sex on positive symptoms F,,, = -27, p = .604], negative 
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symptoms Fnw=.02, p=.891], low energy (MDIA) [F,,=.16, p=.689] or social 

introversion Fa,=1.79, p-. 1863, and no signifiant sex by diagnosis interaction 

effect on positive symptoms Fa, t.20, p = .653], negative symptoms 0;,, = -34, 

p=.561], low energy level Fa, =.39, p=.536] or social introversion Fa3 =.OS, 

p=.817]. 

Correlational Analyses 
. .  

ures of Demession. Self-Esteem. and Suicide Risk 

The Pearson product-moment correlations for the depression, self-esteem , and 

suicide risk measures are presented in Table 35. With respect to the global measures 

of depression, the clinician-rated measure (HRSD) was found to be highly correlated 

with the self-report measures (BDI, r=.81) and (TMDI, r= -74). The BDI was aiso 

highly corre1ated with the TMDI (r=.77). The BDI, HRSD, and TMDI were also 

highly positively correlated with the individual subscales of the MD1 (Le., MDIA- 

MDLJ). In addition, most of the individual measures of the MD1 were highiy 

positiveiy correlated with one another. 

The two self-esteem measws COOP and MDID were highly negatively 

correlated because they are keyed in the opposite direction, as previously indicated. 

The COOP was highly negatively co~elated with the BDI (r =--7 1), HRSD (r =-.65), 

and the TMDI (r =-. 84). suggesting that as self-esteem decreases, depression 

increases. Conversely, the MDID was positively correlated with the BDI (r=.65), 

HRSD (r= .60), and TMDI (r= .87), suggesting that as Iow self-esteem increases, 

depression increases. While the COOP was significantly negatively correlated with 

the individual subscales of the MDI, the MDID was significantly positively correlated 

with the subscaies of the MDI. 





Table 35 (continueci) 

KEY - 
BDI 

HRSD 

TMDI 

MDIA 

MDXB 

MDIC 

MDID 

MDIE 

MDIF 

MDIG 

MDIH 

MDn 

MDIJ 

COOP 

SS 

Beck Depression Inventory 

Hamilton Rating Scale for Depression 

Multiscore Depression Inventory Total Score 

Low Energy Subscale 

Cognitive Difficulty Subscale 

Guilt Subscale 

Low Self-Esteem Subscale 

Social Introversion S ubscale 

Pessimism Subscale 

Irritabiiity Subscale 

Sad Mood Subscale 

Instrumental Helpless Subscale 

m e d  Helplessness Subscale 

Coopersmith Self-Esteem Inventory 

Suicide Risk S d e  



. 
187 

The suicide nsk scale (SS) was found to be significantly posiiively correlated 

with the BDI (r=.63), HRSD (r=.69), and TMDI (r=.63), suggesting that as 

depression increases, suicide N k  increases. The suicide nsk scale (SS) was also 

tignificantly positively correlated with the individual subscales of the MDI, with the 

exception of the irritability s u b d e  (MDIG) (r=.20). These results suggest that as 

the severity of the various symptoms of the M'DI increase, the risk for suicide also 

increases. Finaily, suicide nsk (SS) was significantly correlated with self-esteem 

(MDID, r = S2) and (COOP, r =-.56), suggesting that as Low self-esteem increases, 

suicide risk increases and, as self-esteern increases, suicide nsk decreases. 

Measures of Demession. Sel f-Esteem. Suicide Risk, 

and Positive Svrn~toms (PANSS and Maine Scale) 

The Pearson product-moment correlations for the measures of depression, self- 

esteem, suicide nsk and positive symptoms from the PANSS and the Maine Scale are 

presented in Table 36. Most of the correlations between the depression measures and 

positive symptoms were not signifiant. Nevertheless the delusions measure (P,) was 

negatively @ut not signi ficantly) correlated with the BDI (r =-. 15) and TMDI (r =- 

.04) and significantly negatively correlated with the HRSD (r =-.3 l), the latter of 

which may suggest an inverse relationship between depression and delusional 

thinking. Conceptual disorganization (Pd was found to be significantly negatively 

correlated with two of the depression d e s  (EIRSD, r =--34) and (TMDI, r=-.30), 

and a number of MD1 subscales including low energy (MDIA, r=-.3 1). cognitive 





Table 36 (continuai) 

KEY - 
BDI 

HRSD 

TMDI 

MDIA 

MDIB 

MDIC 

MDID 

MDIE 

MDIF 

MDIG 

MDIH 

MDII 

MDU 

COOP 

SS 

PANSS 

PI 

p2 

p3 

p4 

ps 

P6 

p7 

POS 

PS 
NPS 

Beck Depression Inventory 

Hamilton Rating Scaie for Depression 

Multiscore Depression Inventory Total Score 
Low Energy Subscale 
Cognitive Difficulty Subscale 

Guilt Subscale 
Low Self-Esteem Subscale 

Social Introversion Subscale 
Pessirnism S ubscale 

Imtability Subscaie 

Sad Mood Subscale 

Instrumental Helplessness Subscaie 
Learned Helplessness Subscaie 

Coopersmith Self-Esteem Inventory 
Suicide Risk Scale 

Delusions 

Concepnial Disorganization 
Hallucinations 

Excitemen t 

Grandiosity 

Suspiciousnessl Persecution 
Hostiliîy 

Positive Symptom Composite Score 

Paranoid Subscale of the Maine Scale 
Nonparanoid Subscale of the Maine Scale 
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difficulty (MDIB, r =o.%), low self-esteem (MDID, r =--24) , social introversion 

(MDIE, r=--31). pessimism (MDIF, r=-.36), sad mood (MDIH, r=-.25), and 

lemed helplessness @DU, r=--30). Conceptuai disorganhation (P3 was 

significantly positively correlated with self-esteem (COOP, r=.26), and significantly 

negatively wrrelated with suicide risk (SS, r=--35). These resuits suggest that as 

conceptual disorganization increases, syrnptoms of depression and risk of suicide 

decrease. In contrast, as thought processes becorne more confused, self-esteem 

increases. 

The hallucinations measure (P,) was significantly negatively correlated with 

several measures of depression including the BDI (r=-.38), HRSD (r=-.46), and 

TMDI (r=-.42) and several depression subscaies including low energy (MDIA, r= 

-.36), cognitive difficulty (MDIB, r=-.23), low self-esteem (MDID, r=-.29), social 

introversion (MDIE, r =- AO) ,  pessirnism (MDIF, r =-.46), sad mood (MDM, r =- 

.47) and learned helplessness (MDU* r =--42). The hallucinations measure (Pd was 

also significantly positively correlated with selfssteern (COOP, r=.39) and negatively 

correlaîed with suicide risk (SS, r=-.28). These results suggest that as hallucinatory 

experience increases, depressive symptoms decrease in this sarnple. These results 

also suggest that as self-esteem increases, hallucinatory experienœ increases in this 

sample. Instrumental helplessness (Le., loneliness and in need of social contact) 

(MDII) was signifimtly correlated with grandiosity (5) (r= -22) and, as expected, 

irritability (MDIG) was significantly correlated with hostility (Pi) (r=.36). 
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The composite score for positive symptoms was significantly negatively 

correlated to a nurnber of depression measures including the BDI Q=--22). HRSD 

(r=-.38), and TMDI (r=--23) and severai MD1 subscales including pesumism 

(MDIF, r=--35). sad mood (MDM, r=--28). and learned helplessness (MDn), (Le., 

passively helpless attitude, r=--31). Overail, POS was negatively cornlateci with 

suicide risk (r=-.20), although not significantly. Paranoid symptoms (PS) of the 

Maine Scale were not significantly correlated with any of the measures of depression 

and many of these correIations were negative. In contrast, the nonparanoid 

schizophrenic symptoms (NPS) of the Maine Scale were sïgnificantly negatively 

correlated with the BDI (r=-.33), HRSD (r=-.48), TMDI (r=-.39), low energy 

(MDIA, r=-.31), cognitive difficulty (MDIB, r=-.34), guilt (MDIC, r=-.25), low 

self-esteem (MDID, r =-. 32), social introversion (MDIE, r =-.39). pessimism (MDIF, 

r=-.36), sad mood (MDIH, r=-.28), leanied helplessness (MDU, r=-.28) and 

suicide risk (SS, r=--47). Finaily, NPS was found to be significantly positively 

correlated with self-esteem (COOP, r = -34). These resulu suggest that in this sarnple 

as nonparanoid schizophrenia symptomatology increases, depression decreases, and 

self-es teem increases. 

Measures of Depression. Self-Esteem . Suicide Risk and 

Neeative Svmmoms (PANSS and Anhedonia Scala) 

The Pearson product moment correlational coefficients for the measures of 

depression, self-esteem, suicide risk and negative symptoms are presented in Table 
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37. The vast majonty of these correlations were found to be nonsignificant. 

However, blunted affect (N,) was found to be significantly positively correlated with 

the HRSD (r= -32). Similarly, emotional withdrawal (N3 was found to be 

significantly positively correlated with the HRSD (r = . î5) , social introversion (MDIE, 

r = .25) , and imtability (MDIG, r = -22). While poor rapport w3) was sig nificantl y 

negatively correlated with cognitive difficulty (MDIB, r =-.24), passive apathetic 

social withdrawal (N,) was positively correlated with the BDI (r=.37), HRSD 

(r= .37), TMDI (r= .32), low self-esteem (MDID, r= .29), social introversion 

(MDIE, r = .37), irritability (MDIG, r = -28). and leamed helplessness (Le., passively 

helpless attitude) (MDU, r=.24). Difficulty in abstract thinlcing (NS) was 

significantly negatively correlated with low energy (MDIA, r = -.3 1) and stereotyped 

thinking (Le., inflexible, barren thought, N,) was significantly negatively correlated 

with the BDI (r=-.3 11, HRSD (r=-.36), social introversion (MDIE, r=-,27), 

pessimism (MDIF, r=-.29), sad mood (MDM, r=-.24), and suicide risk (SS, r=- 

.32). 

The anhedonia scaies were highly positively correlateci with many measures of 

depression and the measure of suicide risk. Physical anhedonia (PAS) was 

significantly correlated with the BDI (r= .4 1) , HRSD (r = AO), TMDI (r = AO), 

cognitive difficulty (MDIB, r= .25), guilt (MDIC, r = .25), low self-esteem (MDID, 

r = Al), (COOP, r =-.23), social introversion (MDIE, r = .44), pessimism (MDIF, 

r = .33), sad mood (MDIH, r= .3 l), learned helplessness (MDU, r=.40) 



Table 37 

Pearson Product-Moment Correlational Coefficients for the Masures of Deoression. Self-Esteem. Suicide Risk, and Nenative 

Svm~toms [PANSS and Anhedonia Scales) 

Key on next page 
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KEY - 
BDI 

HRSD 
TMDI 

MDIA 
MDIB 

MDIC 

MDLD 

MDIE 

MDIF 

MDIG 

MDIH 

MDII 

MDU 

COOP 

SS 

PANSS 

NI 

N2 
N3 

N4 

Ns 
N6 

N7 
NEG 
PAS 

SAS 

Beck Depression Inventory 
Hamilton Rating Scaie for Depression 
Multiscore Depression Inventory Total Score 

Low Energy Subscale 

Cognitive Difficulty Subscale 

Guilt Subscale 

Low Self-Esteem SubscaIe 

Social Introversion Subscale 
Pessirnism Subscale 

Mtability Subscaie 
Sad Mood Subscale 
Instrumental Helplessness Subscale 

Leanied Helplessness Subscaie 

Coopersmith Self Esteem Inventory 
Suicide Risk Sale 

Blunted Affect 

Ernotional Withdrawal 

Poor Rapport 

Passive Apathetic Social Withdrawal 

Difficulty in Abstract Thinking 

Lack of Spontaneity and Flow of Conversation 
Stereotyped Thinking 

Negative Symptom Composite Score 
Physical Anhedonia Scale 

Social Anhedonia Scale 
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and suicide risk (SS , r = -34). Sirnilarly , social anhedonia (SAS) was significantly 

correlated with the BDI (r= .65), HRSD (r = 59) .  TMDI (r=.6O), low energy 

(MDIA, r = M), cognitive difficuity (MDIB, r = -41). self-esteem (MDID, r = .S5), 

(COOP, r 5-53), social introversion (MDIE, r = .67), pessimism (MDIF, r = .52) , 

irritability (MDIG, r = .22), sad mood (MDH, r = .49), instrumental helplessness 

(MDII, r=.28), leamed helplessness (M'DU, r= -60) and suicide risk (SS , r = -47). 

OveAl, the SAS was more highly correlated with the depression and suicide nsk 

measures than the PAS. 

Measures of Depression. Self-Esteem . Suicide Risk. 

and Generai Psvcho~atholo~v (PANS$) 

The Pearson product-moment correlational coefficients for the measures of 

depression, seIf-esteern, suicide risk, and general psychopathology are presented in 

Table 38. As shown, many of the correlations among these measures were not found 

to be signifiant. Most of the depression measures were highly correlated with the 

depression item (Gd. These depression measures included the BDI (r = .77), HRSD 

(r = .8O), TMDI (r- .73), low energy (MDIA, r = .54), cognitive dificulty (MDIB, 

r=.63), guilt (MDIC, r=.48), low selfssieem (MDID, r=.58), social introversion 

(MDIE, r=.57), pessimism (MDIF, r=.69), sad mood (MDIH, r=.67), instrumentai 

helplessness (MDII, r= -30, Le., loneliness and in need of social contact), and learned 

helplessness (MDU, r= .57, Le., passively helpless attitude). Depression (Ga was 

also highly negatively correlated with selfesteem (COOP, r=-.66) and highly 

positively correlated with suicide risk (SS , r = -68). Uncooperativeness (Ga) was 



* * 
Ci) -- 
9 

* * - 
1 

8 

* fi 

-1 
", 

Ci) c 

P b  
N - 
8 
œ 

* 
a0 
Ci - 
* * 
O 
5 

- 
m 
C! 

* 
& *! 
m 

* 
(CI 

N 
9 

- 
* 
a 
Cri 
? 
9 

* * 
m 
9 

- 
* * w -- - 
6 - - 



Table 38 (continueci) 

KEY - 
BDI Beck Depression Inventory 

HRSD Hamilton Rating Scale for Depression 

TMDI Mulascore Depression Inventory Total Score 

MDIA Low-Energy Subscaie 

MDIB Cognitive Dificulty Subscale 

MDIC Guilt Subscale 

MDID Low Self-Esteem Subscale 

MDIE Social Introversion Subscde 

MDIF Pessimism Subscale 

MDIG Irritability Subscale 

MDIH Sad Mood Subscale 

MD11 Instrumental Helplessness Subscale 

MDU Learned Helplessness Subscale 

COOP Coopersmith Self-Esteem Inventory 

SS Suicide Risk Scde 

General Psychopathology (PANSS) 

GI Somatic concem 

G2 Anxiety 

G3 Guilt Feelings 

G4 Tension 

GS Mannerisms or Posturing 

G6 Depression 

G7 Motor Retardation 

G, Uncooperativeness 

( 3 9  Unusual Thought content 



Table 38 (continued) 

GUI Disorientation 

GU Poor Attention 

Gu Lack of Judgernent and Insight 

G13 Disturbance of Volition 

GM Poor Impulse Control 

GIS Preoccupation 

GM Active Social Avoidance 
GP General Psychopathology Composite Score 
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significantiy negatively correlated to most of the depression measures. Similarly, 

unusual thought content (G9) and disorientation (G,J were significantly negatively 

correlated with a number of the depression mesures. These results suggest that as 

uncooperativeness, unusual thought,and disorientation increase, depression severity 

decreases, 

The lack of judgement and insight m a u r e  (G1d was also found to be 

significantly negatively correlateci with a number of depression measures including the 

BDI (r=-.22), RRSD (r=-.36), TMDI (r=-.23), low energy (MDIA, r=-.27), 

cognitive dificulty (MDIB, r =-.27), pessimism (MDIF, r =-• XI), sad mood (MDIH, 

r =-.22), leamed helplessness (MDU, r=-.2S), and suicide risk (SS , r=--3 1). Other 

signifiant correlations include poor impulse conwl (G,) with irritability (MDIG, 

r=.3 1) and active social avoidance (G,J with HRSD (r=--24). The general 

psychopathology composite score (GP) was not correlateci significantly with the vast 

majority of depression measures. The two exceptions were guilt (MDIC, r= -25) and 

instrumental helplessness (MDII, r = .27). 

The Peanon product-moment correlational coefficients for the positive 

symptoms are presented in  able 39. The majority of positive symptoms were highly 

correlated with one another. Most significant were the correlations between the 

positive symptom composite score (POS) and the individual positive symptom items 

, - P .  The POS score was also highly conelated with the subscales of the Maine 

Scale, PS (r=.81) and NPS (r- -47). Conceptuai disorganization (Pd was highly 





Table 39 (continued) 

Delusions 

Conceptual Disorganization 

Hiducinations 

Excitement 

Grandiosity 

Suspiciouniess/Persecution 

Hostiiity 

Positive S y mptom Composite Score 

Paranoid Subscde of Maine Sale 

Nonparanoid Subscde of the Maine Sale 
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significantly conelated with NPS (r=.69) but not with PS (r= -18). Hallucinations 

(P3) and delusions (P3 were highly correlated (rt.56) as were grandiosity (PI) and 

delusions (PJ (r = .65), and delusions (PJ and suspiciousness/pef~ecution (Pd 

(r= -83). 

The Peanon product-moment correlational coefficients for the negative 

symptoms are presented in Table 40. Most of the negative symptoms were highly 

correlated with one another. Most signifiant were the correlations between the 

negative symptom composite score (NEG) and the individual negative symptom items 

(NI - NT). Social anhedonia (SAS) was highly comlated with passive apathetk 

social withdrawal (N,,, r= .4O) and physiml anhedonia (PAS, r = S3). Lower but still 

signifiant corre1ations were found between SAS and emotional withdrawai (N2, 

r=.30), SAS and NEG (r=.27), and SAS and blunted affect (N,, r=.26). Significant 

correlations of a sirnilar magnitude were found between PAS and emotional 

withdrawal (N,, r= Z), PAS and passive apathetic social withdrawal (Na, r= .27), 

and PAS and stereotyped thinking (Le., inflexible, barren thought, N,, r=--27). 

Other negative correlations were not significant. 

The Pearson product-moment correIationa1 coefficients for the positive and 

negative symptoms are presented in Table 41. Most of the correlations between 

thepositive and negative symptoms were negative and not significant. While physical 

anhedonia (PAS) negatively @ut not signifiuuitly) correlated with the positive 

symptoms, social anhedonia (SAS) was significantly negatively correlated with 

conceptual disorganization (P,, r =-.27), hallucinations (P,, r =-.27), positive 



Table 40 

Pears o n Prod u -  ct Mo m n t  e Correlational Coefficients for the Meas ures of Nemtive 
Symutoms CPANSS and Anhedonia Scaies] 

Ns 

N7 

NEG 

Blunted Affect 

Emotional Withdrawal 

Poor Rapport 

Passive Apaîhetic Social Withdrawal 

Difficulty in Abstmct Thinking 

Lack of Spontaneity and Flow of Conversation 

S tereo typed Thin ki ng 

Negative Symptom Composite Score 

Physical Anhedonia Scale 

Social Anhedonia Scale 



Table 41 

Pearson Product-Moment Conelational Coefficients for the Measures of Positive 

Maine Scale) a Svm~toms lPANSS and m~toms (PANSS and 

Delusions 

Conceptuai Disorganization 

Hallucinations 

Excitenien t 

Grandiosity 

S uspiciousness/Persecu tion 

Hostüiîy 

Positive Symptom Composite Score 

P m o i d  Subscaie of Maine Scale 

Nonparanoid Subscale of Maine Scale 

Blunted Affect 



Table 41 (continued) 

N, Emotional Withdrawal 

N3 PoorRapport 

N, Passive Apathetic Social Withdrawal 

NS Difnculty in Abstract Thinking 

N, Lack of Spontaneity and Fiow of Conversation 

N, Stemtyped Thinking 

NEG Negative Symptom Composite Score 

PAS Physical Anhedonia Scale 

SAS Social Anhedonia Scale 
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symptorn composite (POS , r =-.24), and nonparanoid symptoms (NPS , r =--27). 

Stereotyped thinking w,) was highly correiated with delusions (P,, r= -36). 

conceptual disorganization (P,, r = -40). hallucinations (P,, r = .3 1) , grandiosity (P,, 

r = .37), positive symptorn composite (POS , r= -40) , paranoid subscale (P,, r = .3O), 

and nonparanoid subscale W S ,  r= -39). Diffculty in abstnct thinking (NS) was 

highly correlated with concepaial disorganization (P,, r=.40) and the nonparanoid 

subscale (NPS , r = -34). Overail, negative symptoms (NEG) were significantly 

correlated to the nonparanoid sale (NPS, r= -24). Positive ('OS) and negative 

(NEG) symptoms were barely positively correlated (r = -03). 

Measures of Positive- Negative. and 

General Psvchooatholo~v Svm~toms 

The Pearson product-moment correlational coefficients for the measures of 

positive, negative, and general psychopathology are presented in Table 42. The 

positive symptom composite (POS) was highly correlated with the general 

psychopathology composite (GP, r= -59). Similarly, PS and NPS were highiy 

correlated with GP (r = -43, r = -4 1, respectively) . OveralI, the positive symptom 

composite (POS) was highly conelated with unusual thought content (G,, r=.83), 

preoccupation (GIS, r = X ) ,  lack of judgement and insight (G,*, r = .S 1), active social 

avoidance (GI6, r = .46), and uncooperativeness (Ga, r= -35). Lower (but still 

significant) correlations were found between POS and mannerisms and posniring (G5, 

r= -23) and POS and poor attention (G,,, rt.23). There was a signifiant negative 

correlation between positive symptoms (POS) and depression (es, r =-. 35). 



Table 42 

Pearson Product-Moment Correlational Coefficients for the Measures of Positive Svmptoms (PANSS and Maine Scal- and 

Key on next page 8 
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Table 42 (continued) 

Delusions 
Conceptuai Disorganization 

Hallucinations 
Excitement 
Grandiosity 
SuspiciousnesslPersecution 
Hos tiliîy 

Positive Symptom Composite Score 

Paranoid Subscale of Maine Scale 
Nonparanoid Subscale of the Maine Scaie 

General Psychopathology 
Somatic Concern 
Anxiety 

Guilt 

Tension 
Mannerisms and Postunng 

Depression 
Motor Retardation 

Uncoopexativeness 
Unusual Thought Content 
Disorientation 
Poor Attention 

Lack of Judgement and Insight 

Disturbance of Volition 
Poor Impulse Control 
Preoccupation 
Active Social Avoidance 

General Psychopathology Composite Score 
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However, while the paranoid scale (PS) was negligibly wmlated with depression 

(G16, r = -.O9), the nonparanoid scale (NPS) was significantly negatively conelated 

with depression (G,, r =-.4 1). The nonparanoid schizophrenia subscale (NPS) was 

highly comlated with mannerisms and posttxring (G,, rr.47). unusual thought content 

(G,, r=.50), disorientation (Glo, r=.56), ladc of judgement and insight (G,,, r=.46), 

and preoc~upation (GU, r=.46). Finaily, most of the positive symptom m a u r e s  

were highiy correlated with the general psychopathoIogy composite score (GP) . 

The Pearson product-moment correlationai coefficients for the negative and 

general psychopathology symptoms are presented in Table 43. Most of these 

correlations were not found to be significant. However, the negative symptom 

composite (NEG) was positively correlatecl with the genemi psychopathology 

composite (GP, r= 34). Motor retardation (G,) was correlated with many negative 

symptoms (NEG, r= -51) including blunted affect (N,, r = Ag), emotional withdrawal 

(N,, r = Al), poor rapport (N,, r= .B), passive apathetic social withdrawal (N,, 

r= AO), and lack of spontaneity and flow of conversation (N,, r= -43). General 

psychopathology (GP) was highly correlateci with stereotyjwi thinking (N,, r = .42), 

difficulty in abstcact thinking (N,, r = -34) and poor rapport @T3, r= .33). Difficulty 

in abstract thinking (N5) was highly correlated with disorientation (Gia, r=.SO), p r  

attention (G,,, r = .39), lack of judgement and insight (Gl2, r= .3O), and distuhance of 

volition (GI3, r=.23) Finally, depression (G6) was highiy correlateci with the 

anhedonia measures (PAS, r= .33 and SAS, r= .S6), as was guilt (G3) (PAS, r=.29 

and SAS, r=.29). 





Table 43 (coatllrued) 

Blunted Affect 

Emotionai Withdrawal 

Poor Rapport 
Passive Apsthetic Social Withdrad 
Difticulty in Abstract Thinking 

Lack of Spontaneity. and Flow of Conversation 
Stereotyped Thinking 

Negative Symptom Composite Score 

Phy sical Anhedonia Sale 

Social Anhedonia Scale 

General Psychopathology 

Somatic Concern 
Anxiety 
Guilt 

Tension 

Mannerisms and Posniring 

Depression 

Motor Retardation 

Uncooperativeness 

Unusual Thought Content 

Disorientation 
Poor Attention 

Lack of Judgement and Insight 

Disturbance of Volition 
Poor Impulse Control 

Preoccupation 
Active Social Avoidance 

General Psychopathology Composite Score 



The Pearson product-moment correlations for the generai psychopathology 

measures are presented in Table 44. The general psychopath010gy composite (GP) 

was significantly correlateci with most of the individual psychopathology meames. 

The correlations of importance include depression (Gd with somatic concem (G,, 

r=.48), anxiety (G,, r=.48), g d t  (G,, r=.3Q, motor retardation (G,, r=.44), 

uncooperativeness (G8, r = -.26), unusual thought content (Gg, r =-.43), disorientation 

(G,,, r=-.32), and lack of judgement and insight (G,,, r=--38). In addition, unusual 

thought content (G9) w u  highly correlated with lack of judgement and insight (G,,, 

r = .48), preoccupation (G ,, r = .48), and active social avoidance (G,,, r= .49). 

Factor Analysis 

A factor analysis was conducted in order to clarify the relationship among 

depression, anhedonia, negative, positive, paranoid, nonparanoid, and general 

psychopathology symptorns, using the measures BDI, HRSD, 'ïWDI, POS, NEG, 

GP, PS, NPS, PAS, and SAS. A varimax rotation was applied to a principal 

cornponents solution. Three factors accounted for 74.7% of the variance. The global 

depression measures @DI, HRSD, TMDI) and anhedonia measures (PAS, SAS) had 

signifiant loadings on Factor 1. This depression factor accounted for 38.9 96 of the 

variance. 

Positive symptoms (POS), paranoid symptoms (PS), and general 

psychopathology symptoms (GP) had signifiant loadings on Factor 2 and this positive 

symptom factor accounted for 23.4% of the variance. Factor 3 explained 12% of the 

variance. Measures which loaded on this negative symptom factor included negative 

symptorns (NEG) and nonparanoid symptoms (NPS). While general psychopathology 





Table 44 (wntinued) 

REY - 
Somatic Concem 

Anxiety 

Guilt 

Tension 

ManneriSm and Posturing 

Depresson 

Motor Retardation 
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Active Social Avoidance 

General Psycopathology Composite Score 
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(GP) loaded on Factors 2 and 3, nonparanoid symptoms loaded on Factor 3, but 

Ioaded negatively on Factor 1. Only fmor loadings greater than -40 were deemed 

important. The factor matrix is presented in Table 45. 

Com1ations Among the Medications and Symptom Masures 

The Pearson product-moment conelational coefficients for the medications are 

presented in Table 46. Most of the correlations were negative and not signifiant. 

The strongest relationship was between neuroleptic (NEURO) and antiParkinsonian 

(APARK), medication (r = .44). This was followed by the significantly positive 

correlation between hypnotic (HYPNO) and m w d  stabilizer (MOOD) medications 

(r= .33). Signifiant negative correlations were found between neuroleptic (NEURO) 

and tricyclic ("KA) medications (r=-. 17) and between antiparkinsonian (APARK) 

and tricyclic VCA) medications (r=--23). The Pearson product-moment correlations 

for the medications and symptorn mesures are presaited in Table 47. Overall there 

were few significant correlations. Nevertheless, while neuroleptic medication 

(NEüRO) was highly conelated with nonparanoid schizophrenic symptoms (NB, 

r = .42), concephial disorganization (Pz, r = .49), delusions (P,, r = .22), and 

hallucinations (P,, r=.26), atypid neuroleptic medication (ANEURO) was more 

highly correlateci with delusions (P, , r = .45), hallucinations (P,, r = -43). grandiosity 

(P,, r = .30), and suspiciousness/persecution (P,, r = -46). Generaity , atypicd 

neuroleptics (ANEURO) were more highly correiated with positive symptoms (POS. 

r = .39) than neuroleptics (NEURO) were with positive symptoms (POS, r = -34). 



Table 45 

Factor loadinp@forSD. TMDEIRSD.. POS. NEG. GP. PS. NPS, 

PAS. and SAS on the first three factors 

Measure 

BDI 

TMDI 

1 

Note Factor Loadings > -40 -* 

Factor 1 

0.897 

0.879 

~ -- - 

SAS 
r 

PAS 

POS 

PS 

HRSD 

Factor 2 

0.878 
- 

0.801 

0.596 

Factor 3 

0.915 

0.914 



Table 46 

Pearson Product-Moment Correlational Coefficients for the Medications 

NEURO 

ANEURO 

TCA 

SSRI 

HYPNO 

ANEURO 

* p c -05, 

KEY - 
NEURO 

ANEURO 

APARK 

TCA 

SSRI 

ANXIO 

HYPNO 

MOOD 

APARK 

.44*# 

-, 16 

I 

Neurolep tic Medicatiion 

Atypical Neuroleptic Medication 

An tiParkinsonian Medication 

Tricyclic Antidepressant Medication 

Selective Serotonin Reuptake Inhibitor 

Anxiolytic Medication 

Hypnotic Medication 

Mood Stabilizer Medication 

TCA 

-.17' 

-. 18 

-23' 

SRI 

4 5  

4 3  

-.le 

-.O9 

I 

ANXIO 

4 1  

.O8 

4 9  

HKPNO 

--13 

-.O8 

-02 

MOOD 

4 6  

-.OS 

--O7 

.O6 

-.O6 

-.O3 

33- 

.11 -.O4 
ï 

.O1 -.O6 

-.O6 

I I 1 



Table 47 

Pearson Product-Moment Correlationai Coefficients for the Medications and Svm~torn 

HRSD --20 

ANXI0 HYPNO MOOD 

MDIC -, 17 .O7 

MDC 1 -30.' 1 -.O4 

MDU 1 -.û6 1 .O4 

TMDI -- 16 -.O9 

PS 2 0  -44'- 

N B  .42- -.O0 

PAS --O0 -.O7 

*p< .OS, * p < . O l ,  ***p<.Ool Key foiiows table 



Table 47 (continuai) 

"p < .OS, **p < .01, **Xp < .O01 Key follows table 

NEüRO ANEURO M A R K  TCA SSRI ANXIO HYPNO MOOD 

p6 -13 -46- .O4 -.25* -21 --O3 .18 -09 

P? -.O3 -10 --O1 -.O9 -.O7 .O5 . 17 3 4  

Nt -.Z* -21 -.Il .28* -02 ' -00 -10 -05 

N2 -20 -.12 -,17 JI** -02 .O8 .19 --O0 

N3 -. 16 -17 --O9 -06 -- 14 .O6 -22 -13 

Ne --18 -.18- -.O6 7 -.O4 -04 .17 -.O 1 

NS -12 -.O8 -00 .O1 .O0 -.O7 -.O1 .O2 

N6 --O3 -J9 . 12 - 15 -.fi -.O8 -17 .O7 

N7 .22* - 10 . L9 -.2S* -21 -03 -.O8 -17 

G 1 -09 -.O0 -.O4 - 14 .O7 -.1S .12 -09 

G2 --14 --12 -24s - 17 -18 -05 -15 -12 

G3 -. 14 .IO -.O6 - 17 -12 -05 .O8 -05 

(3, --O5 - 14 -06 --O9 .14 -18 -22 ?9* 

GS -03 -10 .15 -- 13 -.18 .O7 -.O4 -- 15 
GS - . 3 F  -.O2 -27s -49- -16 -.O2 -19 -.O0 

G7 - -3P -.ll -.13 -41- -.O0 .O2 -. 12 .O6 

Cs 

G9 

GIO 

Gu 

Gtz 

GU 

% 

G 15 

el, 

-.O1 

-42'- 

-14 

-22' 

-16 

-16 

.O1 

278 

-04 

2 0  

36- 

-- 13 
.O0 

.15 

- 14 
-04 

-20 

.38-* 

- 10 
.30** 

-.O1 

.O7 

-07 

-.O7 

-11 

-17 

-.O4 

-- 16 
-.36* 

--13 

-03 

-26* 

-06 

-20 

-3 

-.O7 

-. 14 
-.30- 

-. 18 

-.Il 

-. 19 
-14 

- 14 
-- 14 

-20 

-18 ' 

-04 

-.O1 

-0 1 

-248 

-14 

-06 

.OS 

-.of$ 

-09 

-00 

-.O0 

-.Il 

-.O5 

-.O8 

-.O6 

-.Il 

.O2 

.33- 

-.O2 

97* 

.OS 

. I l  

.O8 

-16 

-.O8 

-.O3 
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Table 47 (continued) 

KEY - 
NEURO 

ANEURO 

APARK 

TCA 

SSRI 

ANxlO 

HYPNO 

MOOD 

BDI 

HRSD 

COOP 

SS 

MDIA 

MDIB 

MDIC 

MDID 

MDIE 

MDIF 

MDIG 

MDIH 

POS 

NEG 

GP 

Neuroleptic Medication 

Atypical Neuroleptic Medication 

Antiarkinsonian Medication 

Tncyclic Antidepressant Medication 

Selective Serotonin Reuptake Inhibitor 

Anxiolytic Medication 

Hypnotic Medication 

Mood Stabilizer Medication 

Beck Depression lnventory 

Hamilton Rating Scale for Depression 

Coopersmith Self-Esteem Inventory (Adult Form) 

Suicide Risk Scale 

Low Energy Subscale 

Cognitive Di fficult. Subscale 

Guilt Subscaie 

Low Self-Esteem Subscale 

Social Introversion Subscale 

Pessimism S ubscale 

Imtability Subscale 

Sad M d  Subscale 

NEURO 1 ANEURO MARK 

-23' 

-.O3 

.O3 

34- 

-. 13 
-13 

39- 

-. 13 
-28' 

TCA 

-39- 

24* 

-.O2 

SSRI 

-28f 

-.O7 

- J O  

ANXIO 

.O2 

.O1 

.OS 

HYPNO 

.OS 

- 18 

.QO 

MOOD 

-10 

-09 

-16 



Table 47 (continued) 

Instrumentai Helplesmess Subocale 

Leztrned Helplessness Subscaie 

Total Score of MD1 

Paranoid Subscale of the Maine Scale 

Nonparanoid Subscale of the Maine Scale 

Physical Anhedonia Scale 

Social Anhedonia Scale 

Delusions 

Conceptual Disorganization 

Hallucinations 

Excitemen t 

Grandiosity 

Suspiciousness/Persecu tion 

Hostility 

BIunted Affect 

Emotiond Withdrawal 

Poor Rapport 

Passive Apathetic Social Withdrawal 

Difficulty in Abstract Thinking 

Lack of Spontaneity and Flow of Conversation 

Stereotyped Thinking 

Somatic Concem 

Anxieiy 

Guilt Feelings 

Tension 

Mannerisms or Posturing 

Depression 

Motor Retardation 



Table 47 (wntinued) 

G8 Uncooperativeness 

G g  Ununial Thought Content 

GIO Disonen tation 

GU Poor Attention 

(312 Lack of Judgement and hsight 

G13 Disturbance of Volition 

(314 Poor Impulse Control 

GIS Preoccupation 

G16 Active Social Avoidance 
POS Positive Symptom Composite 

NEG Negative Symptom Composite 

GP General Psychopathology Composite 



Tricyclic antidepressants PCAs) were Eignificantly positively codated with 

measutes of depression, more than were the SSRls with depression. Overail, TCAs 

were significantly positively correiated with negative symptoms (NEG , r = -23) and 

significantly negatively correlated wiîh positive symptoms (POS , r =-- 39). 



CHAPTERFIVE 

DISCUSSION 

The purpose of this smdy was to investigate the depressive symptomatology in 

paranoid versus nonparanoid schizophrenic patients. The results of this study will be 

summarized and inteqreted with respect to the si@cant and nonsignificant 

differences among the three diagnostic groups on ai i  of the symptom measures 

foiiowed by some comments on the correlational analyses that were performed. This 

wiii be foUowed by a discussion of the theoretid and chical implications of the 

fndings, limitations of the study , and recommendations for future research. 

Sociodemographic Variables 

Sociodemographic data obtained fkom this study revealed a significant difference 

in the number of males and fernales among the three groups. Although there was no 

signifiant difrence in the sex ratio between the major depression and nonparanoid 

schizophrenia groups, there were significantly more males and fewer females in the 

paranoid schizophrenia group compared to the major depression and nonparanoid 

schizophrenia groups, although the difference between the two schizophrenia groups 

was barely significant @ = . O N ) .  Maxmen (1986) has noted that there are generally 

more females affiicteû with depression and more males who have schizophrenia. This 

obse~ation seems to hold for the comparison between depression and paranoid 

schizophrenia, but not for the comparison between depression and nonparanoid 

schizophrenia. In addition, the American Ps ychiamc Association (DSM-IV , 1994) 

has noted that about twice as many females as males suffer from major depression. 
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The fact that the sex ratio in the major depression group in the current study is almost 

qua1 does not support this statistic. 

With respect to schbophrenia, aithough Wmg (1987) has considered the incidence 

of schuophrenia to be stable across time and for both sexes, in a study which 

examined gender differences in outcorne of schizophrenia and male to female ratio. 

Nicole, Lesage, and Lalonde (1992) found that men are more ofien diagnosed with 

schizophrenia and seem to suffer fiom a more senous form of the disorder. 

Furthermore, it has been noted that hospital-bgsed studies t y p i d y  find a higher rate 

of schizophrenia in males, but in community based surveys the sex ratio is more equal 

@SM-IV, 1994). Therefore, the lack of a 2: 1 female to male sex ratio in the major 

depression group and an overabundance of males in the paranoid schizophrenia group 

(8:1 male to female ratio) is likely to be peculiar to this particular sample. 

Furthermore, in spite of attempts to recruit equd numbers of males and fernales in the 

groups, considerably more male than female paranoid schizophrenics were referred 

for participation in the cunent study. The issue of gender will be discussed as it 

applies to other findings and in the section on gender effects. 

Most subjects in the schizophrenia groups were single and there was no 

signifiant difference in marital stanis between these two groups. However, the major 

depression group had significantly more married subjects than the two schizophrenia 

groups. Although both major depression and schizophrenia are considered to be 

chronic illnesses, it is understandable that more rnamed subjects were found in the 

major depression group given that people with major depression are generally bener 
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able to function in Society, beiween illness episodts, than people with the diagnosis of 

schizophrenia. As noted b y Winokur, Monahan, and Zimmerman (1996), "distinct 

periods of good functioning and absence of schuophrenic symptoms may be the most 

pathognomonic features of the affective disoders" @: 86). . Furthemore, McGlashan 

and Fenton (1992) noted that marriage occun at a low fkequency among 

schizophrenic patients. 

Although there was no signifiant difference between the NO schizophrenia 

groups with respect to inpatient or outpatient status, there were more inpatients in the 

major depression goup than the two schizophrenia groups. The research protocol 

dictated that the major depression group would have to be experiencing their 

depressive symptomatology, whereas, the schizophrenia groups would have to be in 

the postpsychotic phase of their illnesses, but also expenencing at least a minimum 

level of depression. The difference in patient status, therefore, largely had to do with 

the fact that subjects in the major depression group were acutely iil at the time of 

their participation in the study and were, more likely found to be hospitalized for their 

symptoms. Conversely, even though many of the schizophrenia patients were quite 

depressed, their primary diagnosis was schizophrenia which was considered to be in 

the postpsychotic phase and, therefore, they were not as readily found to be 

hospitalized. 

There were no significant between group differences with respect to age and 

duration of illness or level of education achieved. The mean ages for the three groups 

rangeci between middle to late thirties and subjects in each group were considered to 



227 

have a chronic mentai iilness with a duration greater than or equal to two yean. One 

might have expected the paranoid schizophrenia group to be older with perhaps a 

shorter duration of Unes than the nonparanoid schuophtenia group, especially given 

the literature, which indicates that paranoid schizophrenics typically have a later age 

of onset (cf. Beratis et al., 1994; Cade & Murray, 1993; McGlashan & Fenton, 

1991; Zigler & Glick, 1984). However, Lewine (1981) reporteci that males have a 

poorer premorbid adjustment, are hospitalized at an earIier age, and are more likely 

to show negative and typical (vs. florid and atypicai) symptoms than their female 

counterparts. In a more recent review Goldstein and Tsuang (1990) noted that 

schizophrenic men have an earlier age of onset, a poorer premorbid history , more 

negative symptoms, differentiai neurocognitive func tioning , a poorer prognosis, a 

poorer response to neuroleptics, a lower family morbidity nsk for schizophrenia, and 

differential structural and functional brain abnormalities than schizophrenic women. 

Although it has long been held that schizophrenia is equally common in both 

males and females (Harnbrecht, Maurer, & Hafher, 1992), Karno and Norquist (1989) 

and Wyatt, Alexander, Egan, and Kirch (1988) noted that this is only m e  for studies 

which have not examined sex by age of onset. Kamo and Norquist (1989) noted that 

men are most likely to have the onset of symptoms beween the ages of 15 and 24, 

while women are most Wcely to have an age of onset between 25 and 34. In a study 

of 200 schizophrenic patients, Beratis et al. (l994), and Faraone, Chen, Goldstein, 

and Tsuang (1994) found that the mean age of onset for women in these studies was 

significantly greater than for male patients. Specificdly, Beratis et al. (1994) found 
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that in the paranoid subtype the onset for men occurred earlier than for women. 

Conversely , in the disorganized subtype, the disorder appeared earlier in wornen. 

However, there was no significant sex difference in age of onset in the 

undifferentiated subtype. These findings may explain the hdings of the current snidy 

in that there were more males in the paxanoid schizophrenia group than the 

nonparanoid schizophrenia group, and the nonparanoid schizophrenia group was 

mainly composed of schizop hrenic patients w ho met criteria for the disorganized 

subtype. Therefore, the age of onset rnay have b e n  lowered due to the 

overabundance of males in the paranoid schizophrenia group. Conversely, the age of 

onset may have been raised in the nonparanoid schizophrenia group duel0 there being 

more schizophrenics of the disorganized subtype. These two factors may have 

cancekd out the differences in age of onset between the two schizophrenia groups. 

Finally, the finding that there was no significant difference among the groups in 

the Ievel of education achieved was somewhat unexpected, espefially between the two 

schizophrenia groups. As previously discussed, there is a lot of literature to suggest 

that paranoid schizophrenic patients have superior cognitive capabilities compared to 

their nonparanoid counterparts (cf. Butler & Braff, 199 1; Magaro, 1981, 1984; 

Meissner, 198 1 1986; Zigler & Glick, 1984, 1986, 1988). In view of this, one would 

have expected that the paranoid schizophrenia group would have had significantly 

more coliege graduates than the nonparanoid schizophrenia group. Although the 

resuhs showed a wnd in this direction, the difference was not significant berneen 

these two groups. Most recently, Larsen, McGlashan, and Moe (1996) noted that . 
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male schizophrenic patients usuaily have a lower educational status. The faa that 

there were more males in the paranoid schuophrenia group compared to the 

nonparanoid schizophrenia group may have contnbuted to a nonsignificant dinerence 

between these two groups in education level achieved. 

Diagnostic Classification 

As previously mentioned, the Maine Sale was used to check the diagnostic 

classification of the schizophrenic subjects. The paranoid schizophrenic group was 

found to have significantiy more paranoid symptoms than the nonparanoid 

schizophrenia and major depression groups. This is understandable in view of the 

fact that the paranoid subscaie items measure being controlied, ideas of being 

conspired against or persecuted, grandiosity, ideas of reference or being watched or 

talked about, and the expression of hostility. In spite of the fact that the p m o i d  

schizophrenic patients were in the postpsychotic phase of their Unesses, they still 

exhibited these types of symptoms but to a lesser degree than would have been found 

in floridly psychotic or acutely ill paranoid schizophrenic patients. As Butler and 

Braff (1991) have noted, medications never really remove a i l  of the paranoid 

symptoms. 

It is undentandable that there was no significant difference found between the 

major depression and nonparanoid schizophrenia groups on the paranoid subscale. 

Although Butler and Braff (199 1) have reporteci that delusions can occur in aU forms 

of schizophrenia, they are especially prominent in paranoid schizophrenia. 

Consequently, no significant difference was found between the nonparanoid and major 



depression groups on the paranoid subscale (PS). 

In contrat, on the nonpararioid subsde (NPS), the nonparanoid schizophrenia 

group exhibited significantly more schizophrenic symptoms than the paranoid 

schizophrenia group which, in tum, exhibited significantly more than the major 

depression group. One might have expected there to be no sigIiificant difference 

between the two schizophrenia groups on the nonparanoid subscale. Xowever, this 

subscale measures abnormal auditory or visual perceptions, confused or disorganized 

thought processes, incongnous emotional responses, orientation to the environment, 

and abnormal, peculüir, or unnatural postures. It is conceivable that the nonparanoid 

schizophrenia group would have more of these schizophrenia symptoms given that this 

group was mainly composeci of patients with the subtype of disorganized 

schizophrenia. This finding is supporteci by the fact that the nonparanoid group was 

found to have more conceptual disorganization (P2 of the PANSS) than the paranoid 

group. 

It must be remembered that during the acute phase of schuophrenia the Maine 

Sale is capable of distinguishing between paranoid and nonparanoid schuophrenic 

patients. Therefore, during the acute phase the paranoid patients would have more 

paranoid symptoms than the nonparanoid patients. However, during the postpsycho tic 

phase, there would be a reduction in schizophrenic symptomatology in both the 

paranoid and nonparanoid groups. It may be that, during the postpsychotic phase, the 

paranoid patient's paranoid and nonparanoid schizophrenic symptomatology is reduced 

but is still largely characterited by the presence of paranoid symptoms, whereas the 
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nonparanoid patient's schizophrenic symptomatology is aiso reduced but is SU rnainly 

characterued by the nonparanoid schizophrenic symptomatology. This has largely 

been supported by the current findings. 

Hypotheses 

H ~ t h e s i s  I was supporteci by the data for the BDI and HRSD meawres in that 

the paranoid schizophrenia group was found to be significantly more severely 

depressed than the nonparanoid schizophrenia group, and the major depression group 

was found to be the most severely depressed. However, the TMDI was not able to 

discriminate between the paranoid schizophrenia and major depression groups with 

respect to the severity of depression, although the Tukey p s t  hoc Q value did 

approach significance. This finding may have to do with the properties of the MDI. 

As previously mentioned, Berndt (1986) noted that the MD1 was devised to be a valid 

measure of severity of depression for persons with mild or normal ranges of 

depressed m d ,  as well as for those with more severe depression. It may be that the 

MD1 is better able to dimiminate arnong patients whose primary diagnosis is 

depression, especially given that the MD1 has not been validated for use with 

schizophrenic patients. 

Conversely, it may be that the MD1 is more sensitive to various levels of 

depression than the BDI and the HRSD especially given that the MD1 is a much 

lengthier instrument that investigates more detailed information about the various 

depressive symptorns than the BDI and HRSD. The fact that the MD1 could not 

discriminate between the major depression and paranoid schizophrenia groups helps 
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support the contention that depression is very much a part of paranoid iIlness (cf. 

Zigler & Glick, 1984, 1986, 1988). 

-thesis II was also supported by the data insofar as the pannoid schuophrenia 

and major depression groups were found to have a sigdicantly Iower self-esteem than 

the nonparanoid schizophrenia group. However, aldiough the major depression group 

was found to have a lower+self-esteem than the paranoid schizophrenia group, the 

difference was not statistically signifiant (COOP &@,, = 2.70; MDID, QWoIn, - - 

1.03). As Beck (1967) noted, it has been frequently observeci by cognitive theonsts 

that depressed patients suffer from cognitive deficits such as low self-evaluations, 

negative expectations, self-blame, seE-CTiticism, and particularly low self'teem. 

Recall that paranoid symptoms are thought to be secondary to affective symptoms 

(Bemos, 199 1). Meissner (1978, 19 8 1) also wntended that lowered self-esteem, 

feelings of inadequacy, and depression are central psychodynamic issues in paranoid 

illness and that the onset of paranoid symptoms follows feelings of inadequacy and 

low self-esteem ('edbmn & Bronson, 1975). As supported elsewhere, Candido and 

Romney (1990) found evidence for an inverse relationship between the symptoms of 

paranoia and symptorns of depression and self-esteern. 

In the current study it may be bat the paranoid schizophrenia patients' low self- 

esteem helped precipitate their paranoid symptoms. It is iikely that if the paranoid 

schitophrenia patients would have ben  acutely ill at the time of their participation in 

the current study, their sehsteem would have been much higher. As previously 

discussed, Candido and Romney (1990) found that in the group that had more severe 
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paranoid symptoms and less depression, the level of self-esteem was higher than in 

the group with less severe paranoid and more depressive symptoms. Therefore, in 

the current snidy, the fact that the paranoid schizophrenic patients were in the 

postpsychotic phase of their Unesses and exhibiting I&s severe paranoid 

symptomatology perhaps left their fiagile seif-esteem relatively unprotected, that is, 

less masked and less defended and resultingly more evident. 

Hvpthesis III was supported by the data in that the major depression group had 

more severe suicide riskfpotential than the paranoid schizophrenia group which, in 

Nrn, had more severe suicide riskipotential than the nonparanoid schizophrenia group. 

Merikangas et al. (1994) noted that in depressed patients, there is a direct relationship 

between severity of depression and suicide attempts. This might explain why the 

major depression group, which was the most depressed, aiso had the most 

suicidaUrisk potentiai. This explanation of the nlationship between severity of 

depression and suicide risk may also be extended to the two sch&ophrenia groups to 

explain their degrees of depression severity and accompanying suicide risk. 

Alternative explanations involve a more detailed examination of various 

symptoms. As previously mentioned, suicide in general is associated with low self- 

esteem, depressive affect, and hopelessness (Goldney et al., 1991). Caldwell and 

Gottesman (1990) reporteci that for schizophrenics, the risk factors for suicide include 

psychological symptoms of depression (e.g., sense of worthlessness, self-reproach or 

guilt, suicida1 ideas, and hopelessness). The fact that the paranoid schizophrenia 

group was found to have more severe cognitive symptoms of depression than the 
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nonparanoid schhophrenia group also supports the argument of Caldwell and 

Gottesman (1990) and helps expiain why the paranoid schUophrenia group had more 

suicide risklpotentid. More will be said about the cognitive depressive symptom 

measwes in the discussion of hypothesis IV. 

Apart from the cognitive depressive symptoms, psychotic symptoms during the 

final rnonth (Hu et al., 1991) or residual psychotic symptoms (Shuwall& Skis, 1994) 

have also been identifieci as risk factors for suicide in schirophrenics. Even though 

patients in both schizophrenia groups in the current study were considered to be in the 

postpsychotic phase of their illnesses, the fact that the paranoid schizophrenia group 

was found to have significantly more positive symptoms than the nonparanoid 

schizophrenia group partially supports the argument of Hu et al. (1991) and may also 

explain why the paranoid schizophrenia group had more suicide N k  than the 

nonparanoid schizophrenia group. Furthemore, as Allen (1967) noted, "it is an 

underlying depression which is always primary and that the paranoia is an attempt to 

deal with the accompanying suicidal impulse" (p. 435). In addition, when the  

"suicida1 ideation and paranoid delusions exist concurrently . . . in these situations it 

is the paranoid delusions which are rnost heavily invested [and] if the affective 

investment changes senous nsk of suicide is present" (Allen, 1967, 436). 

As Candido and Romney (1990) showed, the acutely ill paranoid patients with no 

depression were heavily invested in their paranoid delusions and consequently were 

more paranoid, less depressed, and less suicidal than the paranoidldepressed patients 

who were less invested in their paranoid delusions and consequently were less 
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paranoid, more depressed, and more suicidai. In the current study then, the paranoid 

schizophrenia patients, who were in the postpsychotic phase of their ilinesses, likely 

had a lower investment in theu delusions than wouid have been the case if they had 

been acutdy iii, and resultingly, had more depression and suicide N k  than their 

nonparanoid counterparts. It is interesting to note that the postpsychotic paranoid 

schizophrenia group in the current study scored higher on the BDI and HRSD and 

lower on the paranoid subscale of the Maine scaie than the acutely iii 

paranoid/depressed group in the Candido anaRomney (1990) study. This adds 

further support for the contention that paranoid and depressive symptoms are 

inversely related (cf. Candido & Romney, 1990; Zigler & Glick, 1984, 1986, 1988). 

Improved reality testhg or a gain in insight (Hu et al., 1991) has also been 

identifid as a nsk factor for suicide in schizophrenic patients. Although there was a 

trend for the paranoid schizophrenia group to have better judgement and insight 

(G12), than the nonparanoid schizophrenia group, the difference was not signifiant. 

However, it is important to note that the G12 measure on the PANSS mainly. 

evaluates the patient's understanding of his or her schizophrenic iilness with respect to 

the need for psychiatrie help and the presence of unredistic short-term and long-term 

planning. This gain in insight may be related to medication use. In spite of 

Clozapine and Rispendone being recommended for the treatment of mood disorders in 

schizophrenics (Azorin, l99S), six paranoid schizophrenic subjects revealed that since 

they had begun taking an atypical neuroleptic medication (Le., Clozapine or 

Rispendone), they felt more depressed. The essence of their messages can be 
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sumrned up by the comments of one of the six patients who stated "1 feel more 

depressed now . . . 1 used to be able to fool myself into thuiking that I'm not as bad 

off as 1 am, but 1 cm'& do that on the new dmgs." It is unknown how many other 

paranoid patients felt this way but failed to express it. Based on these observations, it 

may be that the atypicai neuroleptic medications contributed to a gain in insight about 

one's feelings and, therefore, may have contributed to suicide ideation or 

nsklpotential of the paranoid schizophrenia group. It is important to note that no 

such thoughts or feelings were expressed by any of the patients in the nonparanoid 

SC hizop hrenia group. 

Although the masking of depression with paranoid symptoms is supposed to be an 

unconscious process, the fact that these six patients were able to consciously identify 

their feelings may be taken as signs of insight. Furthermore, given the hypothesized 

inverse relationship between depressive and paranoid symptoms, it rnay be that 

paranoid schizophrenics would have more insight into their depressive symptoms than 

their schizophrenic or psychotic s ymptoms , especiaüy in the postpsychotic phase. 

Certainly a number of schizophrenic patients have informed this researcher over the 

years that, when they are in the postpsychotic phase of theu illnesses, it is often 

difficult for them to remember what their symptoms were like when they were acutely 

ill. 

mothesis N was basically supported insofar as the paranoid schiwphrenia 

group was found to have significantly more severe cognitive depressive 

symptomatology (as measured on the MDI) than the nonparanoid schizophrenia group. 
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It is understandable that the major depression patients were found to have more severe 

cognitive depressive symptoms than the nonparanoid schizophrenia patients, given that 

the MD1 was speciftcaiiy designed to measure the different features of depressive 

illness and that the nonparanoid schizophrenia group was the most disparate fiPm the 

major depression group in severity of depression as measured by the BDI, HRSD, and 

TMDI, 

With respect to the two schizophrenia groups and the individual cognitive 

symptoms, the paranoid schizophrenia group reported more cognitive difficulty, guilt, 

low self-esteem, and pessimism. According to Berndt (1986), cognitive difficulty 

meanires such thoughts as not being able to make decisions easily, losing track of 

one's thoughts, and difficulty setting one's mind to various tasks, to name a few. In 

depression, there is impairment of perception, initiative, and processes which mediate 

between the two, and are expenenced as difficulty in making decisions (Price, 

Sloman, Garder, Gilbert, & Rohde, 1994; Radford, Mann, & Kalucy, 1986). The 

finding that the paranoid schizophrenia group was more depresseci than the 

nonparanoid schizophrenia group may have conuibuted to the paranoid group 

repming more cognitive difficulty. 

Although intelligence was not measured in the current study, given the fact that 

the paranoid schizophrenic patients are generally higher functioning than their 

nonparanoid counterparts, it stands to reason that the paranoid patients would have the 

ability to be more cognizant, especially in the postpsychotic phase, of the number of 

losses which schizophrenia has contributed to their lives. As Liddle et al. (1993) 
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noted, the experience of psychological deficits has been associated with depression. 

Recall the nurnber of paranoid schizophrenic patients who were able to voice theu 

depressive feelings as reiated to theV medication. In addition, the paranoid 

schizophrenia group was taking significantly more atypical neuroleptic medication 

than the nonparanoid scbphrenia group and Clozapine has been reported to 

decrease cognitive functionjng in the areas of visual reproduction and log id  memory 

(Goldberg , 1993). This may have been a factor in the paranoid schizophrenia group 

reporting significantly more cognitive difficulty than the nonparanoid schizophrenia 

group. 

As previously mentioned, suicida1 behaviour is associated with low self-esteem 

(Goldney et al., 199 1) and psychologiml symptoms (Le., cognitive symptoms) 

including sense of worthlessness, guilt (Caldwell & Gottesman, 1990) and pessimism 

(Prosser et al., 1987). It is understandable, therefore, that the paranoid schizophrenia 

group, which had more severe depression and suicide nsk, reported significantly more 

guilt, low self-esteem, and pessimism than the nonparanoid schizophrenia group. As 

for the symptom of leamed helplessness (Le., passively helpless attitude), there was 

no signifiant difference between the two schizophrenia groups. It would seem that 

the paranoid and nonparanoid schizophrenia groups are similar in their passively 

helpless attitude. The fact that the two schizophrenia groups were considered to be 

chronicaiiy iU and had suffered for many years with schizophrenia rnay have 

contributed to the attitude that one is incapable of changing one's Me situation or of 

being unable to exercise much control over one's life. This attitude may be indicative 
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of feeling dernoralized about one's life (cf. Birchwood et ai., 1993). Overall, on four 

out of the five cognitive symptoms the paranoid schizophrenia group scored 

significantly higher than the nonparanoid schizophrenia group and, therefore, had 

more severe cognitive depressive symptoms than the nonparanoid schizophrenia 

group. 

A cornparison of the scores on the cognitive depressive symptoms between the 

paranoid schizophrenia and major depression groups indicated that there was no 

signifiant difference between these two groups. This finding lends support for the 

h ypo thesis that there are similarities in cognitive depressive s ymp toms between the 

major depression and paranoid schizophrenia groups and the contention that 

depressive illness may underlie paranoid Ïllness including paranoid schizophrenia (cf. 

Zigler & Glick, 1984, 1986, 1988). As previously mentioned, paranoid patients have 

similar cognitive distortions to those of depressed patients (Pems, 1989). Examples 

of these include arbitrary inference (i.e., drawing a panicular conclusion in the 

absence of substantiating evidence or in the presence of contradictory evidence), 

selective abstraction (Le., conceptuaiizing a situation on the basis of a detail taken out 

of context and ignoring other relevant information), overgeneralization (i.e, devising a 

generai rule bas& on one or a few isolated incidents and then broadly applying this 

general rule to other situations), and magnification (Le., viewing something as far 

more significant than it acnially is) (Beck & Weishaar, 1989). Given the similanties 

in the types of cognitive distortions between paranoid and depressive patients, it 

seems logical that when paranoid schizophrenic patients are in the postpsychotic phase 



of their ilinesses, they would express a similar severity of cognitive depressive 

symptoms to the major depression group. 

With respect to the affective depressive syrnptoms, as with the cognitive 

depressive symptoms, the major depression group was found to have reporteci 

significantly more severe affective depressive symptoms (Le., sad mood, imtability , 

and instrumental helplesmess) than the nonparanoid schizophrenia group. 'This is 

understandable given the fact that the severity of depression was greater in the major 

depression group than the nonparanoid schizophrenia group on the BDI, HRSD, and 

TMDI measures. As for the symptom of sad mood, according to DSM-IIIR (1987) 

and DSM-IV (l994), depressed mood (Le., sad mood) or loss of interest or pleasure 

must be present in order to make the diagnosis of major depression. Given the 

importance that sad mood has in the diagnostic process and the greater severity of 

depression in the major depression group, it is not surpnsing that this group had 

significantly more sad mood than the nonparanoid schizophrenia group. It is Uely 

that because the major depression group had more severe depression than the 

nonparanoid schizophrenia group it would also express more severe imtability and 

instrumental helplessness (Le., loneliness and in need of social contact) and this is 

i n d d  what the results have shown. 

Similady, in a cornparison of the two schizophrenia groups, the paranoid 

schizophrenia group reporteci having significantly sadder mood (Le., dysphona) and 

more instrumental helplessness (Le., loneliness and in need of social contact) than the 

nonparanoid schizophrenia group. It is understandable that the paranoid schizophrenia 
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group, which has a more severe depression than the nonparanoid schizophrenia group, 

reported feeling sadder and lonelier than the nonparanoid schizophrenia group. In 

addition, as discussed earlier, the paranoid schuophrenia group had more suicida1 

risWpotential and paranoid (i.e., positive) symptoms. This hding coincides with the 

fact that dysphoria (Le., sad mood) has been associated with suicide (Siris, 1991). 

Suicide. however, is also associateci with positive syrnptoms (Lysaker et al.. 1995; 

Norman & Mdia, 1994). The finding that the paranoid schizophrenia group also had 

significantly more severe positive symptoms than the nonparanoid schizophrenia 

group, coincides with the finding that the paranoid group had more dysphoria and 

more suicide risk/potentiai than the non paranoid schizophrenia group. Positive 

symptorns wiii be discussed further with respect to hypothesis V. 

With respect to irritability, there was no significant difference between the two 

schizophrenia groups. Candido and Romney (1990) found that there was a trend for 

the paranoid only group to report higher levels of hostility than the 

paranoidf depressed group. Therefore, in the current study , the paranoid 

schwphrenia group, w hich is somew hat comparable to the paranoid/ depressed group 

in the Candido and Romney (1990) snidy, reported a level of imtability in between 

the level reported by the major depression and nonparanoid schizophrenia groups, but 

not significantly different from either of these two groups. In addition, the hostility 

level in the paranoid schizophrenia group may have been partiaiiy due to the effkct of 

Risperidone, which some of the patients in this group were taking. As Czobor, 

Volavka, and Meibach (1995) noted, Risperidone has been found to be useful in 
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treating hostility. The fact that the major depression group reported significantly 

more imtability than the nonparanoid schizophrenia group exemplifies the fact that 

dysphoria, a major component of depression, can be manifested differently among 

patients. OveraIi, on two of the thne affective depressive symptom rneasures, the 

paranoid schizophrenia group s a m d  significantly higher than the nonparanoid 

sc hizophrenia group. 

The fact that the major depression and paranoid schizophrenia groups did not 

report significantly differen t levels of severity on the affective depressive symptom 

measures, also represents another piece of evidence that supports the hypothesis that 

the severity of the paranoid schùophrenia group's depressive symptoms is more 

similar to the major depression group than the nonparanoid schizophrenia group. In 

addition, these findings help support the contention that depressive illness may 

underlie paranoid illness (cf. Zigler & Glick, 1984, 1986, 1988). 

Finally , with respect to the somatic (Le., low energy) and motivational (Le., 

social introversion) depressive symptoms of the MDI, the major depression group 

reported having significantly less energy and more social introversion than the 

paranoid schizophrenia group which, in tum, reported significantly less energy and 

more social introversion than the nonparanoid schizophrenia group. The finding that 

the paranoid schizophrenia group was more severely depressed than the nonparanoid 

schizophrenia group would explain the fact that the paranoid group had less energy 

than the nonparanoid schizophrenia group, especiaily since low energy is a common 

symptom among depressed patients. As for social introversion, given that the 



paranoid patients have postpsychotic remnants of paranoid delusions, it is 

understandable that they would be more introverted than their nonparanoid 

counterparts. In addition, social withdrawal is a common symptom of depression and 

the paranoid patients were significantly more depressed than the nonparanoid patients. 

As with the cognitive and affective depressive symptoms, the paranoid 

schizophrenia goup was not significuitly different h m  the major depression group 

in severity of energy level and social introversion. These findings also support the 

contention that depressive illness may underlie paranoid iIlness including paranoid 

schizophrenia (cf. Zigler & Glick, 1984, 1986, 1988). Thus the paranoid 

schuophrenia patients were significantly more severely depressed and genedy, had 

more severe cognitive, affective, vegetative and motivational depressive symptoms 

than their nonparanoid counterparts. In spite of the fact that the major depression 

patients were found to be significantly more severely depressed than the paranoid 

schizophrenic patients on two of the three global measures of depression (Le., BDI, 

HRSD), the major depression patients' severity of depression was most similar to that 

of the paranoid schizophrenic patients. 

With respect to the profile and rank ordenng of depressive symptoms of the MDI, 

as previously mentioned, the paranoid schizophrenia group's profile had similarities to 

the profiles of both the major depression and nonparanoid schizophrenia groups, but 

more closely resembled the profile of the major depression group in both appearance 

of the profiles themselves, and in the rank ordenng of the depressive symptoms. The 

two schizophrenia groups rank ordered low energy, sad mood, and social introversion 



as being theù three most severe depressive symptoms. It is weii hown that 

schizophrenia patients tend to feel quite sedated fiom their antipsychotic medication 

and tend to sleep a lot. As a result they may feel they have less energy and be more 

withdrawn. S0ciOCial withdrawai is also a common symptom of schizophrenia as the ill 

person becomes more and more absorbai in his or her own world of abnormai 

psychotic thought processes. 

In contrast, the major depression group rank ordered sad mood, low energy, and 

pessimism as being its three most severe depressive symptoms. Buchwald and 

Rudick-Davis (1993) found that vegetative symptoms (e.g., low energy level) are 

more central to clinical depression than feelings of worthlessness, self-reproach or 

guilt. This finding coincides with the fact that each group ranked low energy as being 

more severe than the other depressive symptoms. Given the fact that the major 

depression group's pnmary diagnosis was depression, it is understandable that this 

group would identify sad mood as the most severe symptom, especially since sad 

mood is one of two possible symptoms required to make the diagnosis of major 

depression (cf. DSM-IIIR, 1987; DSM-IV, 1994). In addition, patients with major 

depression (with the exception of atypical depression) are ofien given antidepressants 

to help increase their energy levels so it is understandable that they identified low 

energy as an important symptom of their depressions. 

Cognitive difficulty was seen as having relatively equal importance to the major 

depression and paranoid schizophrenia groups. According to Bemdt (1986), cognitive 

difficulty is a factor which is related to a negative view of the self (Le., thinking or 
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feeling that one is inadquate). The fact that the paranoid schizophrenia and major 

depression groups couid not be disringuished from one another on the self-esteem 

measues, may explain why they ranked cognitive diffculty at the sarne level of 

importance. In addition, the theor- that thoughts or feelings of inadequacy are 

thought to underlie both depressive and paranoid illness (Zigler & GLick, 1984, 1986, 

1988) may also exphin the. similar rankings of cognitive di&culty by the major 

depression and paranoid schizophrenia groups. In contrast, the nonparanoid 

schizophrenia group ranked cognitive difficulty at a lower level of importance which 

coincides with the finding that this group had a higher self-eteem than the other two 

groups. 

With respect to the sixth, seventh, and eighth rankings of depressive symptoms, 

the paranoid schizophrenia and major depression groups were the most similar. Both 

groups ranked the cognitive depressive symptoms of self-esteem, guilt, and Iemed 

helplessness (Le., passively helpless anitude) at the sarne levels of importance. In 

contrast, the nonparanoid schizophrenia group ranked guilt as being relatively more 

important and self-esteem as being relatively less important than did the other two 

groups. According to Bemdt (1986) a negative view of the self is contributed to by 

the symptoms of low self-esteem, cognitive difficulty, and guilt which coincides with 

the fact that the paranoid schizophrenia and major depression groups could not be 

differentiated from each other on the self-esteem masures. That is, these groups 

reported a similar negative view of the self which was more negative than that 

reported by the nonparanoid schizophrenia patients. In addition, the finding that the 
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paranoid schizophrenia and major depression groups similarly ranked low self-esteem 

and guilt helps support the contention that these symptoms are important in both 

depression and paranoid iIlness including paranoid schizophrenia (Zigler & Glick, 

1984, 1986, 1988). The fact that the nonparanoid schizophrenia patients placed less 

significance in their level of self-esteem and cognitive dificulty coïncides with the 

fact that they did not have ps great a negative view of themselves, which iikely 

contributed to a less severe level of depression than possessed by the paranoid 

SC hizop hrenia and major depression patients. 

The nonparanoid schizophrenia group ranked leafned helplessness (i.e., passively 

heIpless attitude) as being slightly more important than did the other two groups, 

which ranked this symptom at the same level. Finally, all three groups ranked 

instrumental helplessness (Le., loneliness and in need of social contact) and imtability 

as the Iast two symptoms in importance or seventy. It seems reasonable to suggest 

that, because each group ranked social introversion quite highly, each group viewed 

loneliness as being relatively less important. Similarly, each group ranked imtability 

as being the least important symptom. Perhaps the similarity in the chronicity of 

illness among the groups , conmbuted to anger toward others play ing a relatively 

rninor role in each group's overall depressive symptomatology. The fact that a sense 

of dernoralization is common among the chronically il1 (Andreasen, 1990), may have 

also contributed to anger being less important among the groups. It may be that each 

group has become relatively resigned to being ill. 

Thus it would seem that there are more similarities between the paranoid 
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schizophrenia and major depression groups in severïty of depressive symptoms and 

overall profile of depressive symptoms (refer to Figure 1). The importance of these 

findings wiU be discussed fbrther in the section on theoretical and clinical 

implications. 

Hvoothesis V was supporteci by the findings insofar as the paranoid schizophrenia 

group was genedy found to have more severe positive symptomatology (as 

measured by the positive symptom composite score, POS) than the nonparanoid 

schizophrenia group, and that the major depression group was found to have the least 

severe positive symptoms. As previously mentioned, the p m o i d  schizophrenia 

group was found to be more depressed and more paranoid (PS subscale of the Maine 

scale) than the nonparanoid schizophrenia group. The fact that many of the items of 

the positive symptom sale of the PANSS masure paranoid symptoms, supports this 

finding and those of others (Kay & Lindenmayer, 1991; Kay & Sevy, 1990; 

Lindenmayer et al., 1991; Norman & Malla, 1994) who found kat paranoid 

symptoms seem to be associated with depressive symptoms. 

As for the individual positive symptoms of the positive symptom scale of the 

PANSS, the paranoid schizophrenia group was found to have significantly more 

delusions, grandiosity, and suspiciousnesslpersecution than the nonparanoid 

schizophrenia group. This is understandable given the diagnoses of the patients in the 

two schizophrenia groups. It is likely that even if the two schizophrenia groups were 

acutely in, the nonparanoid group would still have had less paranoid symptomatology 

than the paranoid group. The fact that nonparanoid schizophrenics cm also have 
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delusions (Butler & Braff, 1991) wodd explain why this group had significantiy more 

severe delusions than the major depression group, but still l e s  severe than the 

paranoid schizophrenia group. 

In spite of their delusions, the noopamnoid group was less paranoid than the 

paranoid group and not found to be significantly different fiom the major depression 

group on the measures of grandiosity and suspiciousness/persecution. The fact that 

the schizophrenia groups were not acutely ill at the time of their participation in this 

study means that their symptomatology would have been less severe overaii which 

would account for there not being a signifiant dif5erence between the nonparanoid 

and major depression groups on the grandiosity and suspiciousnesS/perse!cution 

measures , 

The fact that paranoid schizophrenics have been found to have superior cognitive 

capabilities to their nonparanoid coun terpans (cf. Magaro, 198 1) and nonparanoids 

often exhibit more disorganized cognitive processes (Magaro, 1984) coincides with 

the current finding that the nonparanoid schizophrenia group exhibiteci significantly 

more conceptual disorganïzation (Le., disconnecteci, disorganized, and disrupted 

thought processes) than the paranoid schizophrenia group. AIthough the paranoid 

schizophrenia group reporteci more cognitive difficulty than the nonparanoid group, it 

is important to remember that the measures of cognitive difficulty and conceptual 

disorganization do not measure the same phenornenon. Recall that cognitive difficulty 

measures difficulty in making decisions, losing track of one's thoughts, and setting 

one's mind to the task at hand; while the cognitive difficulty subscale of the MD1 
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measures subjective experience, the conceptual disorganization item of the PANSS 

measures overt behaviour. It is interes ting that the paranoid schizophrenia patients 

felt that they had more cognitive dificulty than the nonparanoid schizophrenia 

patients, as previously discussed, but the nonparanoid schizophrenia patients expressed 

more conceptual dwrganization than the paranoid schizophrenia patients. These 

discrepancies add m e r  support for the contention that the nonparanoid 

schizophrenia patients have Less insight into their functioning than their paranoid 

couriterpans. Although Lindenmayer et al. (1991) found that conceptuai 

disorganization was also associated with depression in schizophrenic patients, it is 

important to remember that these authors did not examine preselected groups of 

paranoid and nonparanoid patients in theu study, so the results were iikely 

confounded by the fact that the sample included a mixture of paranoid and 

nonparanoid patients and chronically and acutely ill. 

Although the two schizophrenia groups, in the current study, exhibited 

significantly more hallucinations and excitement than the major depression group, 

there was no significant difference beiween the two schizophrenia groups on these 

symptom measures. It is understandable that the two schizophrenia groups did not 

differ significantly in the presence of hallucinations given that both groups are 

composed of schizophrenia patients. However, the fact that the two schizophrenia 

groups did not differ in their levei of excitement is in contrat to the findings, 

previously discussed, in that the paranoid schizophrenia group had a significantly 

lower energy level than the nonparanoid schizophrenia group. While the low energy . 
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measure of the MD1 is a self-report measure, the excirement meanire of the PANSS 

is clinician-rated. Although these two measures do not evaluate exactly the sarne 

symptom, it may be that there is some discrepancy between what schizophrenia 

patients report about their energy level and what they manifest during an interview 

situation. Although it was not readily apparent during the interview, nervousness or a 

desire to be overly accommodating to the task rnay have contributed to the patient's 

clinical presentation. This coincides with Knng et ai. (1993) who found that 

schizophrenics tend to be much less facially expressive of both positive and negative 

emotions, but report experiencing as much positive and negative emotion as normal 

conîrols. 

With the exception of grandiosity and suspiciousnesdpersecution, the major 

depression group was found to exhibit significantly less severe positive symptoms than 

the nonparanoid schwphrenia group. Furthemore, as expected, the paranoid 

schizophrenia group exhibited significantly more severe positive symptoms than the 

major depression group on ail of the individual positive symptom measures. The one 

symptom which was not able to distinguish among the three patient groups was 

hostility. This coincides with the finding, previously discussed, that the groups 

ranked im?abiIity as the least severe in relation to al1 other depressive symptoms. In 

addition, as previously mentioned, on the imtability measure there was no significant 

difference between the paranoid and nonparanoid groups or between the paranoid 

schizophrenia and major depression groups. However, the major depression patients 

reported significantly more imtability than the nonparanoid ~hizophrenia patients. 
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The imtability measure assesses feelings about imtability, whereas the hostility 

measure of the PANSS assesses the level of hostiiïty displayed during the inteMew 

and in other situations as rrported by others. This inconsïstency may reflect a 

discrepancy in the irritability which is fdt ernotionaliy and that which is expressed 

directly during social interactions (cf. Knng et al., 1993). 

H-thesis VI was net-confirmeci by the data. Generally, the nonparanoid 

schizophrenia group was not found to have significantly more severe negative 

symptomatology (as measured by the negative symptom composite, NEC) than the 

paranoid schhophrenia group. In addition, the major depression group did not exhibit 

the least severe negative symptomatology , but rather, showed a trend toward having 

the most severe negative symptomatology. This finding is consistent with Kulhara 

and Chadda (1987) who found that depresseci patients scored higher than 

schizophrenic patients in negative symptoms. As previously mentioned, negative 

symptoms can arise from a variety of different sources including neuroleptic treatment 

and depression (Carpenter et al., 1988), patients with unilateral strokes (Heilman et 

al., 19 8S), dementia (JO ynt et al., l98S), drug-induced akinesia, institutionaliration, 

positive symptoms, and pnmary neural abnormality (Andreasen, 1990; Moller, 1995a, 

1995b). Although the major depression and nonparanoid schizophrenia groups had 

more negative s ymptoms than the paranoid schizophrenia group, the group differences 

were not signifiant. The fact that negative symptoms have been found to be more 

prominent in males as opposed to femaies (Goldstein & Tsuang, 1990; Lewine, 1981; 

Pogue-Geile & Zubin, 1988; Salokangas & Stengard, 1990; Shtasel, Gur, Gallacher, 
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Heimberg, & Gur, 1992) rnay have affectecl the results because there were 

significantly more males in the paranoid schizophrenia group than in the nonparanoid 

schizophrenia group, Therefore, this gender imbalance rnay have been the reawn for 

the finding that the nonparanoid schizophrenia group did not have significantly more 

severe negative symptoms. 

Another explanation rnay involve the factor of chronicity of illness. Kulhara and 

Chandiramani (1990) found that over time many positive and negative schizophrenia 

patients become mixed. More specifically , while some positive patients became 

negative and some negative patients remaineci negative, no negative patient be~ame 

positive. These fuidings coincide with Andreasen (1980) who suggested that mixed 

patients are at an intermediate stage in the course of the illness and some patients rnay 

evenmally evolve fiom a positive state to a negative state. Therefore, it rnay be that 

in the current study, the similarity in chronicity between the two schizophrenia groups 

rnay also m m  a sirnilarity in the development of negative symptomatology. 

However, it is important to realize that the negative symptomatology rnay have been 

contributeci to by depressive symptomatoIogy as well. This is especially m e  given 

the fact that the major depression group exhibited a trend toward having more severe 

negative symptoms than the other groups. This finding also exemplifies the difficulty 

in separating negative fiom depressive symptorns. 

The fact that the nonparanoid schizophrenia group was found to have less 

positive, and a trend toward more negative, symptomatology than the paranoid 

schizophrenia group also tends to support the conclusions of McGlashan and Fenton 
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(1992) who found that in later stages of the schhophrenia illness, negative symptoms 

usudy become more stable and dominate the clinical picture. Furthemore, Quinlan 

et ai. (1995) found that flatness decreases and avolition and anhedonia increase in 

chronic patients and these latter two symptoms are relaîed to social withdrawai, 

isolation, unemployment and social dependency. The fact that the two schizophrenia 

groups were not signiticanuy different fiom one another on the anhedonia measures 

may also partially explain the fact they were not significantly different on the social 

and emotionai withdrawd symptom measures. 

The additional finding that the paranoid schwphrenia group was not found to 

- have significantly fewer negative symptoms than the nonparanoid schizophrenia group 

coincides with the findings of Lindenmayer et al. (1991). They reported that the high 

depression group had relatively equd amounts of negative symptoms as compared to 

the low depression group and the authors suspected that the high depression group 

corresponded "to the Kraepelinian subtype of paranoid schizophrenian (p. 532). In 

contrast, the findings of the current smdy do not coïncide with the findings of 

Stangheliini et al. (1991) who found that the paranoid schizophrenic patients had 

lower scores on the SANS than the nonparanoid schizophrenic patients who had more 

anhedonia. However, as previously mentioned, that study was likely compromised by 

the very smail sample sïze and the fact that the authors did not use a very good 

measure of an hedonia. 

With respect to the individual negative symptom measures of the PANSS , the 

major depression group was found to have more severe emotional withdrawal (Le., 
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lack of spontaneous interaction, isolation, and deficiency in relating to others and 

flatness) than the paranoid schizophrenia group, and although the nonparanoid group 

had greaier severity on this meastire than the paranoid group, there was no signifiant 

difference between the two. Given that emotional withdrawal is a common symptom 

of depression, it is understandable that the major depression grwp had the most 

severe emotional withdrawal. This does not, however, explain the fact that the 

nonparanoid schkophrenia group, which was Iess depresseci than the paranoid 

schizophrenia group, had more emotional withdrawal than the paranoid schizophrenia 

group. The fact that paranoid schizophrenics generally have bener conceptual 

organization (Magaro, 1981), and are better at processing emotionai information 

(Kline et al., 1992) coincides with the trend for the paranoid schizophrenia group to 

have less emotional withdrawal. It seems reasonable to suggest that the more 

difficulty one has in understanding one's emotionai environment (Le., nonparanoid 

schizophrenics), the greater the tendency for emotional withdrawal. 

With respect to passive apathetic social withdrawal (Le. , diminished interest and 

initiative in social interactions due to passivity, apathy, anergy, or avolition), the fact 

that the major depression group exhibited significantly more than both schizophrenia 

groups coincides with the finding just discussed on emotional withdrawal. It seems 

reasonable to suggest that in depressives, emotional withdrawal and social withdrawal 

would accompany one another. In view of this, and because the paranoid 

schizophrenia group was significantly more depressed than the nonparanoid 

schizophrenia group, one might have expected the paranoid group to have exhibited 
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more social withdrawal than the nonparanoid group. However, although the groups 

were not significantiy different, there was a trend for the nonparanoid group to exhibit 

more social withdrawal. It might be that nonparanoid schhphrenics, who g e n d y  

have poorer premorbid adjustment (Burack & Zigler, 1989), less cognitive capacity 

(Meissner, 1981, 1986). poorer processing of emotional information (Kluie et al., 

1992), and a less favourable prognosis (Jeste et al., 1995; Zigier & Glick, 1984) than 

their paranoid counterparts, exhibit more social withdrawal. In addition, as 

previously discussed, Quinlan et al. (1995) found that avolition and anhedonia tend to 

increase in chronic schizophrenic patients and that anhedonia is related to withdrawal 

and isolation. It is possible that given that there was a trend for the paranoid 

schizophrenia group to have more anhedonia may also account for the emotional and 

social withdrawal measures not being able to discriminate between the two 

schizophrenia groups. 

As for the syrnptom of stereotyped thinking, it is reasonable to suggest that both 

groups of schizophrenia patients would exhibit significantly more stereotyped Uiinking 

(a sy mptom of schizophrenia characterized b y decraseci fiuidity , spontaneity , and 

flexibility of thinking, as evidenced by ngid, repetitious, or barren thought content) 

than the major depression group, as the results have shown. Given that Lipton and 

Cancro (1995) noted that stereotyped behaviour is more common in chronic than 

acutely il1 schizophrenia patients, the same may also be said of stereotyped thinking. 

The similar degree of chronicity between the two schizophrenia groups Ieading to 

similar degrees of deterioration in functioning over time may also acwunt for there 
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being no Merence between the two schizophrenia groups on this rneasute. 

With respect to the other negative symptoms, blunted aBect (Le., reduction in 

emotionai tone and normal intensity of feeling, flatness), poor rapport (Le., lack of 

interpetsonal empathy or openness in conversation, interpersonal distancing and 

decmsed communication), lack of spontaneity and fîow of conversation, and 

difficulty in abstract thinking (Le., the ability to problem solve through classification, 

forrning generalizations and usïng abstract symbolic modes of thinking) were not able 

to discriminate among the three groups. The fact that ail three groups exhibited 

af'fective disturbances, it is understandable that they could not be discriminateci on the 

blunted affect measure, especially given that blunted or flattened affect züe common 

m g  both depressed and sch~ophrenic patients (EIliot & Sahakian, 1995). In 

addition, given that the two schizophrenia groups were not significantly different on 

the emotional and social withdrawal measures, and the major depression group was 

seriously emotionaUy and sociaUy withdrawn, it is understandable that the poor 

rapport and lack of spontaneity and 80w of conversation measures were also not able 

to discriminate among the groups. 

Finally, given the literature on the cognitive supenority of paranoid 

schizophrenics, one might have assumed that the paranoid schizophrenia group wouid 

have performed significantly better on abstract reasoning. However, there was oniy a 

nonsignificant trend for the paranoid group to score better than both the major 

depression and nonparanoid schizophrenia groups on absmct reasoning. As already 

discussed, the fact that ail three groups were very chronically il1 may have contributd 
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to the simiianty of performance among the groups. This may be supported by Wyatt 

(199 1) who noted, fiom his review af the evidence, that there is a stepüke los of 

function in patients who have multiple exacerbations of their psychotic symptoms, 

somethg which was tnie of both schizophrenia groups. Altematively, as previously 

mentioned, the paranoid schhphrenia p u p  had significantly more males than 

fernales and generally, was takuig significantly more atypid neuroleptic medication. 

It has been reported that Clozapine can worsen one's performance on tasks of visual 

reproduction and logical memory (Goldberg et al., 1993) which may have been a 

factor in not finding the pamnoid schizophrenia group to be significantly better on the 

abstract reasonhg measure. In addition, Lipton and Cancro (1995) noted that the 

interpretation of proverbs is not a particuiarly reelible test and proverbs were used in 

the PANSS to test abstract reasoning ability. The effect of medications will be 

discussed f'urther in the section on use of medication. 

Kmthesis VII was supported by the data in that the major depression group was 

found to exhibit the most severe anhedonia, but only significantly more than the 

nonparanoid schizophrenia group. However, the nonparanoid schizophrenia group 

was not found to have significantly more anhedonia than the paranoid schizophrenia 

group as predicted. In fact, there was a nonsignificant trend for the paranoid 

schizophrenia group to report more anhedonia than the nonparanoid schizophrenia 

group. As previously mentioned, Quinlan et al. (1995) found that anhedonia and 

avolition increase in chronic patients. The similarity in chronicity of iiiness among 

the groups may aiso partiaiiy account for the two schizophrenia groups not reporting 
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significant differences of physical and social anhedonia. However, given that 

anhedonia is dso a symptom of depression, it may be that the paranoid schiwphrenia 

group, who had sïgnificantiy more depression than the nonparanoid schizophrenia 

group, also tended to have more anhedonia. R e d  that Kirkpatrick and Buchanan 

(1990) found defitit syndrome patients to have higher scores on the measutes of 

physical and social anhedonia. In the current study, the fact that there were no 

significant differences among the groups on the composite score of negative symptoms 

(NEG) rnay ais0 explain why there were no signifiant differences between the two 

schizophrenia groups on the anhedonia measures. 

Miller (1987) noted that anhedonia is likely to be more severe in unipolar 

depressives compared to reactive depressives. The depression found in schizophrenia 

patients may be similar to a reactive depression given the fact that a gain in insight is 

one of the etiological theories of depression in schizophrenia. In view of the fact that 

there were signifiant difierences between the schizophrenia groups and the major 

depression group, with the latter exhibiting more severe depression (on the BDI and 

HRSD), one could make a case for the argument that the depression in the 

schizophrenia groups was more reactive than endogenous. However, this would not 

hold true for the paranoid schizophrenia group owing to iu sirnilarities in symptoms 

with the major depression group (as rneasured by the MD1 subscales). It would dso 

not hold me given the fact that high levels of anhedonia are usually associated with 

endogenous depression as opposed to reactive depression (Fawcett et al. 1983), and 

there was a trend for the paranoid schizophrenia group to have high levels of 
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anhedonia which were not significantfy different from the nonpmoid and major 

depression groups 

Recaii that Loas et al. (1996) did not find a significant difference between positive 

and negative symptom schuophrenic patients or behveen high negative and low 

negative symptom schizophrenic patients on the BDI. In addition, they did not find 

any significant correlations .between negative symptoms and physical anhedonia. 

These authors noted that because anhedonia is a symptom of depression and there 

were no differences on the BDI in their group comparisons, this may have accounted 

for there being no relationship between negative syrnptoms and anhedonia. The same 

logic can be applied to the current study. Given that there were no significant 

differences arnong the groups in negative symptomatology (NEG), but there were 

significant differences arnong the groups on the depression measures (BDI and 

HRSD), the level of depression may be more instrumental in determining the level of 

anhedonia experienced in each of the groups. This is consistent with the finding in 

the current study that anhedonia was more highly correlated with depression than with 

negative symptoms. 

As previously discussed, there is some conaoversy about whether anhedonia is a 

state or trait rneasure in depressed and schizophrenic patients. The results of the 

current study, unfortunately, do not really shed any more light on this issue. In fact, 

it is likely that the anhedonia in the schizophrenic patients, in the current study, arose 

as a result of both trait (associated with schizophrenia) and state factors (associated 

with depression), especidy given that they also had symptoms of depression. The 
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conclusion of Bernstein and Reidel (1987), who noted that the relationship between 

schizophrenia and anhedonia has been clouded by the involvement of depression, 

seems to apply to the results of the current study. As previously mentioned, 

Chapman et al., (1976) noted that items on the anhedonia questionnaires were worded 

to refer to longstanding characteristics rather than to present conditions. However, 

the fact that the three groups of patients were ail chronically iU, with similar durations 

of illness, may account for the fact that the levels of anhedonia arnong the groups 

were also very similar. That is, a chronically iil patient with major depression would 

Iikely report having longstanding problems with anhedonia. As Harrow et al. (1977) 

noted, anhedonia is not necessary or unique to schizophrenia, but is associateci with 

schizophrenic patients who are chronically iil. In chronic patients therefore, state 

factors may become more trait-like in both major depressives and depressed 

schizophrenics. 

Finally, the finding that the paranoid schizophrenia group did not score 

significantly differently from the major depression group on the anhedonia measures, 

and the fact that anhedonia is a h  a symptom of depression, provides further indirect 

support for the contention that depression may underlie paranoid illness including 

paranoid schuophrenia (Zigler & Glick, 1984, 1986, 1988). 

Use of Medication 

It is understandable that significantly fewer major depression patients were taking 

neuroIeptic medication and that none of these patients was taking any of the atypical 

neuroieptic medications as compared to the two schizophrenia groups. In the major 
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depression group neuroleptic medication was prescribed for its sedating properties, 

whereas in the two schirophrenia groups it was premibed for its antipsychotic 

properties. The fact that there were significantly more nonparanoid schizophrenic 

patients taking neuroleptic medication is consistent with the fàct that more paranoid 

schizophrenic patients were taking atypical neuroleptic medications. According to 

MoUer (1994), in chronic ~hîzophrenia, the focus of dmg treatment shouId be on the 

negative symptoms because they are responsible for much of the long-tenn morûidity 

associateci with the disease. However, according to information ffom a survey 

obtained fiom Janssen Pharmaceutica Incorporateci (March 1996), the main reason for 

a change in medication for schwphrenic patients is the continuance of residuai 

positive symptoms. The subjects recruited into the current study who were taking an 

atypical neurolep tic medication were doing so because their positive s y mptoms were 

not being as well controlled with other medications (i.e., neuroieptic medications) . 

This would coincide with the fact that paranoid delusions are often not completely 

eliminated with neuroleptic medication (Butler & Braff, 1991). It is reasonable to 

suggest that tefractory patients like the paranoid schizophrenia patients would be 

taking both neuroleptic and atypical neuroleptic medications in the hope of eliminating 

their refiactory symptoms as the results have shown. 

The atypical neuroleptics have been touted to have efficacy in the treatment of 

both positive (psychotic) symptoms and negative symptoms (Gerlach, 199 1; Melaer, 

1992; Marder & Meilbach, 1994). It is noteworthy that the paranoid schizophrenic 

patients, who were taking significantly more of the atypical neuroleptics, were still 



exhibiting significantly more severe positive symptorns than the nonparanoid 

schizophrenia group. This exemplifies the refiactory nature of the paranoid 

schizophrenics' symptoms in spite of their postpsychotic status. In addition, given the 

medications used by the paranoid schizophrenia patients, one might have expected 

these patients to have significantly less severe negative symptoms than the 

nonparanoid schizophrenia patients. However, as previously disfusseci, the paranoid 

and nonparanoid schizophrenia groups could not be disthguished on the negative 

symptoms composite score (NEG). Although psychiaaists have seen some 

improvement in treating negative symptorns with Clozapine and Risperidone (Moller, 

1994), the question of whether these medications are really more efficacious in the 

treatment of negative symptoms "must remain open" (McKenna & Bailey, 1993). 

This assemon is applicable to the findings of the current study. 

Apart from the rnedications, the fact that there were significantly more males in 

the paranoid schizophrenia group as compared to the nonparanoid schizophrenia 

group, may have conmbuted to the finding that the paranoid schizophrenia group's 

severity of negative syrnptoms was not significantiy different from the nonparanoid 

schizophrenia group. As previously mentioned, it has been reporteci that males have 

more negative symptoms than fernales (Shatsel et ai., 1992). In other words, 

compared to the nonparanoid schizophrenic patients, the paranoid schizophrenic 

patients may have had even more severe negative symptoms if they had not been on 

the atypical neuroleptic medication. The same might also be said for the positive 

sy mptoms. 
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It is undentandable that the majonty of major depression patients were not taking 

any antiParkinsonian medication since very few were raking neuroleptic medication. 

In addition, there was no significant difference in the use or daily dosages of 

antiparkinsonian medication between the two schizophrenia groups. Although there 

are supposedly fewer extrapyramidal side efkcts with the use of the atypical 

neuroleptics, the fact that both schwphrenia groups were taking antipsychotic 

medications would account for there being no significant difference in the use of 

antiParkinsonian medication, 

The fact that there were no significant differences in the use or dosages of TCA 

medication between the two schizophrenia groups helps confirm that themdifferences in 

depressive symptomatology between these two groups were not due to differences in 

the treatment of theu depressive symptoms. The finding that the major depression 

group was taking more TCA medication is understandable in view of the fact that they 

were primarily being treated for depression, whereas most of the schizophrenic 

patients were not having their depressive symptoms treated. Although some 

psychiatrists were appreciative of the fact that their schizophrenic patients' depressive 

symptoms were discovered andlor confimeci, through the test results of individuai 

subjects participating in this study, others dismissed the idea that secondary depressive 

symptoms in schizophrenia are of any consequence. The findings of Hirsch (1982) 

continue to be applicable to the current study, in that the depressive symptoms of the 

schizophrenia patients were largely missed or ignored. Finally, the finding that the 

there were no significant differences among the groups in the use or dosages of 
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anxiolytics, hypnotics, and mood stabilizers removes these as potential confoundiig 

variables. 

Generai Psychopathology 

There were no signifiant differences among the groups with respect to the 

masures of general psychopathology (composite score), somatic concem, tension, 

uncooperativeness, poor attention, disturbance of volition, or paor impulse control. It 

is not surprising that the three groups of patients who were chronicdly ill with severe 

mental illnesses had similar levels of general psychopathology. The groups' scores on 

these aforementioned individual symptom rneasures were al1 quite low. None of the 

groups exhibited much somatic concern, tension, uncooperativeness, poor attention, 

disturbance of volition or poor impulse control. Al1 three groups of patients tended to 

be very cooperative and although the nonparanoid schizophrenia group scored higher 

on poor attention, the group di fierences were not significant. 

In contrast, the major depression group exhibited significantly more anxiety than 

the two schizophrenia groups which were not significantly different from each other. 

Heightened anxiety is a common symptom of depressive illness (Joffe, Bagby, & 

Levitt, 1993). Although the schizophrenia groups also had depression, it was not 

their primary diagnosis, and they were in the postpsychotic phase of their 

schizophrenic ilInesses which might have been a factor in these groups exhibiting l e s  

anxiety. Anxiety in schizophrenia tends to occur prirnarily during the prociromal 

phase and less frequently dunng the postpsychotic p e n d  (Lipton & Cancro, 1995). 

In addition, antipsychotic medications have sedating and anxiolytic properties which 
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rnay have dso been a factor in the schizophrenia groups exhibithg l e s  anxiety. 

With respect to the rneasure of gd t ,  the resuits are similar to the results obtained 

on the guilt subscale of the MD1 as previously discussed. The major depression 

group exhibited more guilt than the paranoid schizophrenia gmup which, in tum, 

exhibited more guilt than the nonparanoid schwphrenia group. However, a 

significant differenœ was only found between the major depression and nonparanoid 

schizophrenia group. Once again, the paranoid schizophrenia group had a level of 

guilt most similar to the major depression group. The exception to the previous 

findings, was that, with the guilt measure of the PANSS, the two schizophrenia 

groups were not found to be significantly different from one another. It may be that 

the lengthier measure of guilt on the MD1 is a more accurate measure than the single 

item of guilt of the PANSS. In addition, there may be some discrepancy in what was 

reportai on a self-report inventory and what was reporteci to this researcher during 

the interview situation. 

The nonparanoid schizophrenia group exhibited significantly more mannerisms 

and posturing than the paranoid schizophrenia and major depression groups and there 

was no significant difference between the major depression and paranoid 

schizophrenia groups. This finding rnay be a reflection of the higher functioning level 

of paranoid schizophrenic patients. The depression item was able to successfully 

discriminate among the groups and the results are consistent with the seventy of 

depression measund by the BDI and HRSD. 

Psychomotor retardation is a common syrnptom of depressive illness and it is not 



surprising that the major depression group exhibiteci the most, followed by the 

nonparanoid and paranoid schizophrenia groups. However, psychomotor retardation 

is also a common syrnptom of schizophrenia @SM-IV7 1994). Therefore, it was not 

surprising that ali three groups' scores on this measure were quite sirnilar with a 

signifiant difference only being obtained between the major depression and paranoid 

schizophrenia groups. 

The fact that the schizophrenia groups had significantl y more severe positive 

symptoms (POS) than the major depression group coincides with the fact tbat the 

schizophrenia groups also had significantly more unusual thought content than the 

major depression group. Although the paranoid schizophrenia group had significantly 

more severe positive symptoms than the nonparanoid schizophrenia group, as 

previously discussed, these groups could not be distinguished on the unusual thought 

content measure (which measures bizarreness of delusional thinking). Difkences 

between these two groups may have been more apparent if they had been acutely il1 

as opposed to being in the postpsychotic phase of their illnesses. 

The nonparanoid schizophrenia group scored significantly higher on the 

disorientation measure than the paranoid schizophrenia and major depression groups. 

This finding helps support reports that paranoid schizophrenic patients tend to be 

higher functioning than their nonparanoid counterparts. The major depression and 

paranoid schizophrenia groups could not be distinguished on this measure. This 

finding is particularly interesting given that the paranoid schizophrenia group had 

more severe positive symptoms than the other two groups. As Lipton and Cancro 
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(1995) noted, appraisds of orientation, in the absence of delusional contamination, 

usualiy do not reveal abnormalities. In view of this, one might have expected the 

paranoid group to exhibit more disorientation. The k t  that paranoid schizophrenics 

tend to be l e s  disorganized and show less impairment on neuropsychologicai and 

cognitive testhg may account for the cumnt finduigs. 

The finding that the major depression group exhibited significantiy more 

judgement and insight than the two schizophrenia groups is consistent with the fact 

that the depression group was not expenencing any psychotic processes. In contrast, 

the two schizophrenia groups did not differ on this measure of judgement. The issue 

of judgement was addresseci in the discussion on suicide (hypothesis III) so wiii not be 

further addressed in this section. 

It is understandable that the schizophrenia groups were significantly more 

preoccupied than the major depression group but were not significantly different fkom 

each other on this measure. This finding is supported by the fact that schizophrenics 

typically have autistic experiences whereby they & self-absorbed in their own 

thoughts and can often be seen talking to themselves or staring off into space. 

Finally, the paranoid xhwphrenia group was found to have significantly more active 

social avoidance than the nonparanoid schizophrenia and major depression groups. 

However, there was no signifiant difference between the major depression and 

nonparanoid xhizophrenia groups. The trend for the paranoid schizophrenic patients 

to report having more physical and social anhedonia may have contributed to them 
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also having more active social withdrawai especially since they were more paranoid 

than th& nonparanoid counterparts. 

Gender Effects 

In a rwiew of the research in schizophrenia published .in four professional 

joumals over a five-year @od fiom January 1985 through December 1989 it was 

noted that there was a predominance of male subjects in schhphrenia research with 

males outnumbe~g fernales two to one, and muent neglect of possible gender 

dfierences within mixed sex samples (Wahl & Hunter, 1992). These authors further 

noted that there is increasing evidence that for schizophrenia, as for many other 

disorders, gender is an important factor to be considered. So far, in the current 

study, the issue of gender has been discussed with respect to age of onwt, negative 

symptoms, and cognitive difficulty. Most of the discussion surrounding these factors 

had to do with the fact that the paranoid schizophrenia group was mainly compriseci 

of males. Unfomnately, as previously mentioned, the degree of gender bias prevents 

the further exploration of any gender effects in the paranoid schizophrenia group. 

Nevertheless, there are a number of studies which have reporteci on the differences 

between male and femaie symptomatology, apart from age of onset More 

specifidy, the fiterature has show that, compared to fernales, males have been 

found to have poorer premorbid adjustment (Lewine (1981; Goldstein & Tsuang, 

1990); be hospitalized at an earlier age (Lewine, 1981); show more negative 

symptomatology (Goldstein & Tsuang, 1990; Lewine, 198 1; Pogue-Geile & Zubin, 

1988; Salokangas & Stengard, 1990; Shtasel et al., 1992); have poorer prognosis and 
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response to neuroleptic medication; have more neurocognitive dysfunctioning and 

brain abnorrnalities (Goldstein & Tswng, 1990); have greater risk of left hemisphere 

abnormalities as opposed to greater right hemisphere abnormalities in women (Fior- 

Henry, 1990); show a greater trend for more L>R asymmetry in posterior aspects of 

the temporai lobe (Defisi, 1994); have pater ego impairment (Perry, Moore, & 

Braff, 1995); have more reduced piatelet monoamine oxidase activity (Meltzer & 

Zureick, 1987); have lower regional cerebral blood flow patterns (Gur & Gur, 1990); 

have more olfactory agnosia (Kopala & Clark, 1990); and an ovedi  poorer treatment 

response (Szymanski, 1995). 

With respect to the current study, there was no gender effect found for the 

measures of depression (BDI, HRSD, TMDI), cognitive depressive symptoms 

(cognitive difficulty, learned helplessness, guilt, low self-esteem, pessimism), 

affective depressive symptoms (sad mood, irritability, instrumental helplesmess) self- 

esteem (COOP, MDID), positive (POS) or negative (NEG) symptoms, anhedonia 

(PAS, SAS), low energy or social introversion for the major depression and 

nonparanoid schïzophrenia groups. Therefore, females did not have more severe 

depression, self-esteem, cognitive difficulty , guilt, leamed helplessness, pessimism, 

sad mood , fitability , instrumental helplessness, low energ y level, social introversion, 

or positive and negative symptoms compared to the males in these two groups. As 

previously mentioned, females almost showed a trend for a lower self-esteem than 

maies on the COOP measure. This t m d  may be a reflection of women's sense of 

self in a male dominateci society, and may be a factor in why more females than 

males sufler fkom depression @SM-IV, 1994). 
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As previously citeci, male schizophrenic patients have been reported to exhibit 

more negative symptoms. In contrast, females have been reportai to display more 

depressive symptorns and penecutory delusions (Goldstein & Li, 1988; Goldsteh, 

Santangelo, Simpson, & Tsuang, 1990). With respect to depression, the results of 

these authors have not been supported by the findùigs of the current study given that 

depression was not found to be more prominent in females. Another inconsistency in 

the literanire which cannot be addressed from the findings of the current study, 

concerns the issue of female schizophrenics having a greater propensity for depressive 

symptoms (cf. Goldstein et ai., 1990). but male schizophrenics having a greater nsk 

of comrnitting suicide (Caldwell & Gottesman, 1990), when it is thoughr that suicide 

among schuophrenics is relate. to depression (Addington & Addington, 1992; Drake 

et al., 1985). However, Mayer, Kelterborn, and Naber (1993) have reporteci fiom 

their findings that more men than women exhibit depression at discharge. The results 

of their study are in contrast to Goldstein and Link (1988) and Goldstein et al. (1990) 

and may offer another explanation for the paranoid schizophrenia group being more 

depressed than the nonparanoid schizophrenia group in the current study, especially 

given that there were many more males than females in the paranoid group. 

However, more recently, in a study of  1 13 schizophrenic patients (45 femaies, 68 

males) assessed initially and then again three months later, Addington, Addington, 

and Patten (1996) found that there were no differences in levels of depression or 

negative symptoms behveen men and women. With respect to the findings of 

depression and negative symptoms among male and female schizophrenic patients, the. 
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results of Addington et al. (1996) are consistent with the cunent findings as far as the 

nonparanoid schhphrenia group is concemed. 

Evidence in the üterature may suggest that women are more p m e  to developing 

paranoid schhphrenia than men. Although it has been documentecl that delusional 

disorden are more common amng femaIes (DSM-IW, 1987), this researcher is not 

aware of any literature stating that the majority of paranoid schizophrenic patients are 

female. However, Franzek and Beckmann (1992) found that females more often than 

males developed a late onset of the paranoid form of schizophrenia (Le., late 

paraphrenia). These authors furthet stated that "the question if and why there is a 

predisposition of females to paranoid forms of schizopkenia, whereas males show a 

predisposition to catatonie forms has to remain a subject of future research" (p. 105). 

If females do have a propensity for developing paranoid forms of schizophrenia, it 

was not apparent from the current study given the difficulty in finding and recruiting 

female schizophrenic patients. Although this researcher wanted to recruit more 

females into the paranoid schhphrenia group, these patients were not readily 

available at the three recruitment sites used in the current study. It may be that if 

female schizophrenics reaily are higher functioning than their male counterparts, they 

are less likely to be  involved in hospital based and community based follow-up 

programs. Perhaps female schizophrenic patients are more readily followed-up 

individually by their psychiatrists in the community. The issue of gender effects 

among paranoid schizophrenics in relation to nonparanoid schizophrenics and major 

depressives would have been very interesting in view of the inconsistent findings in 
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the literature. Unfortunately this issue of gender will have to be explored more 

thoroughly in future research. 

Correlational Analyses 

Measures of Dwression . Sel f-Esteem. and Suicide Risk 

The fact that the BDI and HRSD were highly conelated with one another was 

not surprising given that similar correlations have also been reporteci by other 

ùivestigators (cf. Beck et ai., 1988; Steer et al., 1982). In addition, the fact that the 

TMDI was correlated with the BDI and HRSD is supported by Bemdt (1986). 

Although the ten subscales of the MD1 are reporteci to be independent nonoverlapping 

measures of dBerent depressive symptoms, most of them were found to be highly 

correlated with each other. However, there were a few nonsignificant positive 

correlations between subscales. For example, sad mood and imtability were iikely 

not significantly correlated because each group had much more sad mood than 

irritability . As previously mentioned, the groups ranked sad mood as first or second 

in level of severity, whereas imtability was ranked last by each group. As Fava et 

al. (1993) have found, there is a subgroup of depressed patients who tend to be highly 

irritable and hostile which is distinct from that of depressed patients without anger 

attacks. However, it seems that the depressions expenenced by the three groups in 

the current study mainly involved sad mood and not initability. 

The correlations of low energy with leamed helplessness, imtability, instrumental 

heiplessness, and cognitive difficulty were also nonsignifiant. These wrrelations 

aiso reflected the disparate ranlàngs of the severity of these symptorns for each of the 



groups. It is like1y that, if examineci separately for each of the groups, the 

conelations wouid have been higher on these particular subscaies. The fact that each 

group had similarities and ciifferences in the expression of thw depressive symptoms 

likely affkcted the correlations between these subscales. 

As previously mentioned, low self-esteem is a prominent symptom of depression. 

Therefore, it was not surprishg that the results showed that as seif-esteem decreased 

the severity of depression and individual depressive syrnptoms (Le., MD1 subscaies) 

increased. The finding that low self-esteem was associateci with depression, has 

fixther corroborateci the results of other snidies (cf. Candido & Romney, 1990; 

Martin et ai., 1985). 

With respect to suicide risWpotentia1, there was a strong relationship between it 

and severity of depression. That is, as suicide risk increased, the severity of 

depression increased. These results are consistent with the findings of Goldney et al. 

(1991), Hu et al. (1991), and Merikangas et al. (1994). Just as the global masures 

of depression (Le., BDI, HRSD, TMDX) were a i l  highly correiated to suicide 

risklpotential, the subscaIes of the MD1 (with the exception of irritability) were also 

significantly correlated with suicide risldpotential. The fact that irritability was not 

significantly correlated with the suicide risk measure may be attributed to the fact that 

it was the Ieast severe depressive symptom among a i i  of the groups and was not 

significantly correlated with a number of other subscales as previously discussed. 

Finaliy, self'teem was also highly correlated with suicide risldpotential. As 

self-esteem decreased suicide risk increased. This is sirnilar to the findings of other 
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res of Demession. Sel f-Esteem. Su icide Risk, 

and Positive Svm~toms 

As previously mentioned, mou of the depression masures were negatively, but 

not significantly, conelami with the positive symptoms. More specifically, the BDI, 

HRSD, and TMDI were significantly negatively codated with the positive symptom 

composite score. These correlations suggest that as depression uicreases, positive 

symptoms decrease. These findùigs, especially the signifiant negative corrdation 

between the HRSD and delusions, lend support for the contention that paranoid and 

depressive symptoms are inversely rehted. However, it might be suspected that these 

correlations contradict the finding, previously discussed, that the paranoid 

schizophrenia group, who had sigrrificantly more positive symptoms, also had 

significantly more depression than the nonparanoid schizophrenia group. This 

inconsistency is likely due to the fact that the sdUrophrenic patients were in the 

postpsychotic phase of theh ilInesses and, although the paranoid schimphrenia 

patients had significantly more positive symptoms than the nonparanoid schizophrenia 

patients, their symptoms were very much attenuated fiom what they would have been 

in an acutely îU psychotic state. In contrast, as previously discussed, Candido and 

Romney (1990) found that as the severity of paranoia decreased, the severity of 

depression increased. The Candido and Romney (1990) resdts were much more 

pronounced because the authors used acutely ill paranoid patients who were depressed 

and compared them to an acutely ill group of paranoid patients who were not 
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depressed and a group of acutely ill unipolar depressives. In the current saidy, there 

was no group which did not have depressive symptoms. This caused the range of 

paranoid and depmsive symptoms to be Xower, and therefore, likeiy accounted for 

the less significant negative correlations and the seemingly inconsistent findings. This 

explanation also applies to the fact that there were vimially no significant correlations 

found between the depression maures and the other positive symptoms: excitement, 

grandiosity , and suspiciousness/persecution . 

Conceptual disorganhtion was significantly negatively correiated with the HRSD, 

TMDI, and a nurnber of other depressive symptorns (of the MDI) which suggests that 

as depression increases, conceptual disorganùation decreases. These results are 

consistent with the fact that the nonparanoid schizophrenia group had significantly 

more conceptual disorganization and les  depression than the paranoid schizophrenia 

group. Hallucinations were also found to be significantly negatively correlated with 

the depression rneasures (BDI, HRSD, TMDI) which suggests that as hallucinations 

increase, depression decreases. This is consistent with the fact that the schizophrenia 

patients were in the postpsychotic phase of their illnesses and the paranoid group 

exhibiteci significantiy more depression than the nonparanoid schizophrenia group, in 

spite of the fact that there was no signifiant difference between the two schizophrenia 

groups in severity of hallucinations. These results may reflect the possibility that as 

one develops more disorganized thinking and hallucinations, he or she becomes 

preoccupied with the psychotic state and perhaps fearful or anxious about the unusual 

sensory input and consequently, other feelings like depression becorne less prominent. 



This possible sœnario dso coincida with the correlations which suggest that as 

conceptual disorganization and hallucinations increase, self-esteem also increases and 

risk of suicide decreases. 

It was undentandable that imtabiiity and hostility were found to be significantiy 

positively correlated. Similarly, instrumental helplessness was significantly correlateci 

with grandiosity. This may suggest that as grandiosity increases, the need for 

affiliation with others also increases. It may be that because grandiosity helps to 

increase selfesteem (cf. Zigler & Glick, 1984, 1986), one would have to express this 

grandiosity in front of others in order to achieve this end. 

With respect to the Maine scale, the paranoid subscale was not found to be 

significantly correlated with any of the depression measures. In contrast, the 

nonparanoid subscale was found to be significantly negatively correlated with the 

majority of depression measures. Therefore, the results suggest that as nonparanoid 

schizophrenia symptoms increase, depression decreases. This finding coincides with 

the previous discussion on conceptual disorganization and hallucinations. The fact 

that the hypothesized inverse relationship between paranoid symptoms and depression 

was not found, as already discussed, has to do with the fact that the schizophrenic 

patients were not acutely il1 at the time of their participation in the study and 

consequently, were exhibiting more postpsychotic depressive symptomatology. In 

addition , the paranoid schizop hrenia group was experiencing signi fican tl y more severe 

residual positive syrnptoms of which most were of a paranoid nature. Consequentiy, 

because there was not enough variation in paranoia across the groups, the inverse 



relationship between paranoid and depressive symptoms was not found. 

Mmures of Depression. Sel f-Fsteem . Suicide Risk, 

As pnviously mentioned, the vast majority of these correlations were found to be 

nonsignificant. This coincides with the fact that there was no significant difference in 

the severity of negative symptoms (NEG) found between the two schizophrenia 

groups, in spite of the fact that the paranoid schizophrenia group was found to be 

significantly more depressed than the nonparanoid schizophrenia group. As discussed 

earher, Kay and Lindenmayer (1987) found a high correlation of depressive feanires 

with negative symptoms at badine in young acute schizophrenics, but found that 

depressive and negative symptoms were no longer related at the two-year follow-up. 

Similarly, Addington and Addington (1989) found a high degree of overlap behhreen 

the masure of negative symptoms and the measures of depression in acutely ï i i  

schizophrenics. In contrast, however, others (Pogue-Geile & Harrow, 1984; Craig et 

al., 1985) found no significant correlation between negative and depressive symptoms 

in schizophrenics. Although the Iiterature is inconsistent with respect to whether 

negative and depressive symptoms are correlated, the fact that there were few 

significant correlations between the individual negative symptoms and the individual 

depressive symptoms of the MD1 support both the contention that negative and 

depressive symptoms are somewhat independent (cf. Kibel et al., 1993; Kuck et al., 

1992) but also that there is some overlap in these syndrome States (cf. Kitamura & 

Suga, 1991; Pogue Geile & Zubin, 1988). 
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With respect to the individual negative and depressive symptoms, blunted affect 

was found to be sigdicantly positively correlated with the HRSD. This wmlation is 

understandable, given that depressed patients also exhibit flattened or blunted affect 

(Eiliot & Sahakian, 1995). The fact that blunted affect was corrdated with the FIRSD 

and not the BDI or TMDI may be the result of the HRSD and negative symptom scde 

both being chician-rated measures as opposed to self-report maures,  (Le., a 

method artifact) . As Sayer et al. (1 993) have noted, the fact that the HRSD 

emphasizes the behavioral and somatic symptoms of depression and the BDI 

emphasiw the subjective experience of depression may account for the modest 

association between the two measures. This is exemplifieci in a study by Berenbaum 

and Oltmanns (1992) who compared the emotional experience and expression in 

schizophrenic, depressives, and normal subjects and found that blunted schizophrenics 

were the least facially expressive, but their reported subjective experiences did not 

differ from those of the other groups. 

Ernotional withdrawal was significantly positively correlated with the HRSD but 

not the BDI or TMDI, likely for the same rasons as just discussed (Le., emotional 

withdrawal and HRSD are both dinician-rated measures). Ernotional withdrawal was 

also significantly correlated with social introversion and imtability. It is 

undentandable that when one is emotionally withdrawn, he or she is also iilcely to be 

socially introverted. In addition, if one is feeling imtable, one m y  be more likely to 

pull away from interacting with othen. Similarly, the signifiant positive correlation 

between poor rapport and cognitive difficulty is also understandable. If a person is 
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having difficulty relating to others and is expenencing cognitive confusion, he or she 

would also IikeJy have poor rapport with othen. 

As with the correlation between emotional withdrawal and social introversion, and 

likely for Umilar reasons, passive apathetic social wirhdrawal was significantly 

positively correlateci with social introversion and imtability. Passive apathetic &al 

withdrawd was also significantly correlated with low selfesteem, sad mood, and 

learned helplessness (Le., passively helpless attitude). These correlations suggest that 

as passive apathetic social withdrawal increases (Le., being neglectful of activities of 

daily living and interpersonal involvement), low self-esteem, sad mood, and leamed 

helplessness (Le., passively helpless attitude} also inaease. 

Difficulty in abstract thinking was significantly correlated with low energy. This 

is understandable in that as energy level decreases, the ability to perform complex 

mental operations decreases. Rdated to abstract thinking is stereotyped th inhg 

which was significantly negatively correlateci with the depression measures (BDI, 

HRSD and TMDI) and a nurnber of the depression subscaies of the M'DI. This is a 

reflection of the fact that the schizophrenia groups had significantly less depression, 

but significantly more stereotyped thinking than the major depression group. It is 

interesting to note that as stereotyped thinking increased , suicide risklpotential 

decreased. It is reasonable to suggest that as one's thinking becomes less flexible, 

more rigid and barren, one might not be as capable of planning or thinking about how 

to commit suicide. 

With respect to the anhedonia measures, both the physical and social anhedonia 



scaies were significantiy positively cornlated with the three global depression 

measures and many of the depression subscaies of the MDI. These correlations 

exemplify the fact that anhedonia, in general, is a common symptom of depression 

and not just a negative symptom. In addition, suicide NWpotential was found to be 

significantiy associated with anhedonia and supports the fïndings of Fawcett et al. 

(1990). That is, as anhedonia increased, suicide risk/potential also increased. These 

correlations coincide with the previous discussion on the anhedonia measures for 

hypothesis W. 

Apart fiom some of the individual negative and depressive symptoms having 

significant comlations, the negative symptoms composite score (NEG) was not found 

to be signifïcantly correlated with any of the global depression measures or any of the 

MD1 subscales. These results coincide with those of Prosser et al. (1987) who noted 

that there were no signifiant correlations between negative symptoms and depressed 

mwd and the cognitive features of depression. In addition, self-esteem and suicide 

nsklpotential were not correlated with negative symptoms (NEG) which is in 

agreement with the findings of Matin et al. (1985). The depressive symptoms of 

self-esteem and suicide nsk, therefore, may stili be regardai as being helpful in 

differentiating depressive from negative symptoms as Prosser et al. (1987) suggested. 

Measures of De~ression . Sel f-Esteem. Suicide Risk. 

The depression measure of the PANSS was significantly positively correlateci with 

al1 of the other depression measures with the exception of irritability. Once again the 
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fact that di three groups ranked initability as the least important symptom on the 

MD1 Ucely acoounts for this result. Anxiety and guilt feelings were aiso significantly 

positively correlated with a number of the depression measures. This coincides with 

the fact, as previously addressed, that anxiety and guilt feelings ate common 

s ymp toms of depression. In addition, mo tor retardation was positiveiy correlated with 

the global depression measures and a number of the MD1 subscaies. This is 

consistent with the fact that motor retardation is a common symptom of depressive 

illness. 

Uncooperativeness was significantly negatively correlated with most of the 

depression measures. This suggests that as depression increases, uncooperativeness 

decreases. Similady, unusual thought content and disorientation were also 

significantly negatively correlated with the global depression measures and a number 

of the MD1 subscaies. This suggesu that as depression increases, unusual thought 

content decreases. This coincides with the fact that depression can increase in the 

postps ycho tic phase of SC hizophrenia w hen positive and paranoid symptoms decrease. 

The negative correlations of poor attention with social introversion and learned 

helplessness suggest that as ability to attend decreases, social introversion and a 

passive helpless attitude increase. 

Lack of judgment was also negatively correlated with the global depressive 

measures and a number of MD1 subscales. This suggests that as lack of judgement 

decreases, depression increases. This finding is consistent with the finding that the 

major depression group had significantl y better judgement than the two schizophrenia 
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groups. Self-esteem was significandy negatively comlated with anxiety, guiIt, and 

depression. It seems reasonable to suggest that as self-esteem hcreases, anxiety, 

guilt, and depression would decrease. It is understandaMe that imtabiiïty and poor 

impulse control would be positively conelated. In addition, the fact that the general 

psychopath01ogy composite was not signifiicantly conelated with the vat  majority of 

depression maures coincides with the fact that the composite score is derived from 

measures on many other symptoms besides depression. 

Finally, suicide risk/potential was found to be significantly positively correlated 

with anxiety, guilt feelings, and depression. As discussed previously , suicide 

riswpotential is directly related to severity of depression and suicide risk is correlated 

with anxiety (Apter et al., 1993). In contrast, suicide risklpotential was negatively 

correlated with mannerisms and posturing, unusual thought content, disorientation, 

and lack of judgement. The results, with respect to mannerisms and postunng and 

Iack of judgement, coincide with the fact that the nonparanoid schizophrenia group, 

which was the least suicidai, had significantly more rnannerisms and posturing and 

disorientation than the paranoid schizophrenia and major depression groups. As for 

the symptorns of unusual thought content and lack of judgement, the correlations are 

consistent with the findings that the major depression group had significantly more 

judgement and significantly less unusual thought content than the two schizophrenia 

groups. 

Measures of Positive and Ne~ative Svm~toms 

With respect to the PANSS, many of the positive symptoms were significantly 
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conelated with one another and the composite score (POS) was significantly positively 

correlated with the individual positive symptoms. This coincides with the fact that the 

individual positive symptoms combine to yield the positive symptom composite score. 

However, the fat that there were a number of nonsignifiant correlations reflects the 

heterogeneity of positive symptoms and the fact that factor analytic studies have 

shown that positive sympto.ms split into at least two syndromes: the delusion- 

hallucination syndrome and the disorganiration syndrome (cf. Liddle, 198%; Bames 

& Liddle, 1990; Kay & Sevy, 1990). It is important to remember, however, that the 

disorganization syndrome consïsts of symptoms which have been vanously assigned to 

either the positive or negative symptom groups (e-g., affective flattening, disorders of 

the form of thought). The fact that the hallucinations item was not sigMficantly 

correlated with conceptual disorganization, and suspiciousness/penecution was not 

significantly correlateci with concephd disorganization is refiective of the splitting of 

positive symptoms into various syndromes. The insignifiant correlations between 

hostiiity and most of the other positive symptoms is ieflective of the finding that the 

severity of hostility was quite low and not significantly different among the groups. 

The paranoid subscaie of the Maine S a l e  was significantly correlared with most 

of the positive symptoms with the exception of conceptual disorganization and 

hostility. This reflects the fact that the paranoid schizophrenia group exhibited 

significantly more paranoid symptoms and positive symptoms and Iess conceptual 

disorganization than the other two groups. Conversely, the nonparanoid subscaie of 

the Maine Scale was significantly correlated to a number of positive symptoms. This 
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is consistent with the fact that the NPS measures schizophrenic symptorns of which 

some are positive and some are negative. The NPS was not significantly correIated 

with grandiosity or suspiciousness/persecution which coincides with the fact that the 

paranoid schizophrenic patients were more paranoid than the nonparanoid 

schizophrenic patients. In contrast, because the NPS measures hallucinations and 

disorganized thought processes, and nonparanoid schizophrenics also have delusions, 

the NPS was significantly correiated with conceptud disorganization, hallucinations, 

and delusions. 

Similar to the correlations among the positive symptoms, there were dso many 

signifiant positive correlations among the individual negative symptoms: The 

composite score (NEG) was significantly correlated with al1 of the individual negative 

symptoms. This is due to the fact that the negative symptoms are combinai to yield 

the composite score. The fact that difficulty in abstract thinking was not significantiy 

correlated with most of the other negative symptoms coincides with the finding that 

the groups could not be discriminateci on this measure. Although the interna1 

consistency of the NEG sale has been reported to be quite high (Peralta et al., 1995), 

because the schizophrenia groups were in the postpsychotic phase of their illnesses 

and negative syrnptoms were also measured in a major depression group, likely 

contributeci to a reduction in the number of significant correlations among the 

individual negative symptoms. 

Physical (PAS) anhedonia was significantly positively correlated with a number of 

negative symptoms including emotionai withdrawal and passive apathetic social 
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withdrawal. SimiiarIy, social anhedonia (SAS) was Ognificantly positively correlated 

with a number of negative symptoms including blunted affect, emotionai withdrawal, 

passive apathetic social withdrawai and the negative symptom composite score (NEG). 

It is understandable that emotionai and social withdrawal would be directly related to 

physicai and social anhedonia. The signifiant negative correlation between physical 

anhedonia and stereotyped thinking may suggest that as one becomes more rigid and 

inflexible in thin king, p hy sical anhedonia decreases. 

The correlation between physical and social anhedonia is similar in magnitude to 

those teporteci by othea (cf. Chapman et al., 1979; Kamis & Iacono, 1990). 

Insofar as the anhedonia measures were more significantly corrdated with the 

depression measures as opposed to the negative symptoms, the suggestion by Loas et 

al. (1996) that anhedonia is not a negative symptom may be applicable to the current 

findings. In addition, the current findings corroborate others (Sax et al., 1996) who 

found that depressive symptoms correlated with anhedonia. As previously mentioned, 

Harrow et al. (1977) noted that "anhedonia is not necessary or unique to 

schizophrenia, but Ïs a prominent factor in chronic schizophrenia" (p. 794). Their 

conclusions coincide with the finding in the current study that the two xhitophrenia 

groups were not significantly different ffom one another in chronicity or duration of 

illness or anhedonia. However, the finding that the levels of anhedonia in the three 

groups were quite high may suggest that the depression experienced by each group 

tended to be of the endogenomorphic type since it has been asserted that this type of 

depression, as opposed to reactive depression, has high levels of anhedonia (Fawcen 
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et al., 1983). In view of the curent findings, it seems that the conclusions of Gamet 

et al. (1993) may still be applicable: 'the degree to which state or trait variables may 

influence the self-report of anhedonia remains an impor?ant consideration for 

continued research " @. 582). 

There were not many significant correlations between the positive and negative 

symptoms and this is mostly consistent with the fact that positive and negative 

symptoms measure different dimensions of schizophrenia psychopathology (cf. 

McGlashan & Fenton, 1992; Peralta et al., 1995). Most of the correlations were 

negligible and negative with the exception of the correlations between excitement and 

the negative symptoms, blunted affect, emotional withdrawal, and passive apathetic 

social withdrawal. The current findings support the v a t  majority of studies (cf. 

Barnes & Liddle, 1990) in that an inverse relationship between negative and positive 

symptoms was not found. 

However, there were significant positive correlations between a nurnber of 

positive and negative symptoms. It is understandable that difficulty in abstract 

thinking was correlated with conceptual disorganization and nonparanoid symptoms, 

and stereotyped thinking was correlated with delusions, conceptual disorganization, 

hallucinations, grandiosity, positive symptom composite, and paranoid and 

nonparanoid symptoms. The fact that stereotyped thinking was correlated with both 

paranoid and nonparanoid symptoms explains why stereotyped thinking could not 

discriminate between the two schizophrenia groups. 

Finally, physical anhedonia was not significantly correlated with any of the 
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positive symptoms; however, sociai anhedonia was signincantly negatively correlated 

with conceprual disorganization, hallucinations, positive symptom composite and 

nonparanoid symptoms. These negative correlations are consistent with the fact that 

the anhedonia measures were more significantly associated with depression than 

negative symptoms and that depression was signïfïmt in the psychopathology of aU 

three groups. In addition, the depression gmup had the highest levels of depression 

and anhedonia and the lowest levels of positive symptoms. 

Measures of Positive. Neeative - and General 

As Mght be expected, the individual positive symptoms, positive symptom 

composite score, and the p m o i d  and nonparanoid subscales of the Maine Scale were 

significantly co~elated with the general psychopathology composite score. It is also 

understandable that the positive symptoms composite score was signifcantly 

correlated with unusuai thought content, preoccupation, lack of judgement and insight, 

active social avoidance, and uncooperativeness. Similarly the positive symptoms 

composite score was significantly correlated with rnannerisms and postunng and poor 

attention, aU symptoms which are frequently observed in schizophrenic patients. 

Although the mannensms and postunng item is considend to be a negative symptom, 

the significance of its positive correlation to the positive symptom composite score is 

reflective of the fact that the paranoid schizophrenia group had significantly more 

positive symptoms than the nonparanoid schizophrenia group but these groups had 

similar levels of negative sy mptoms. 
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The coRelations behueen POS, PS, and NPS and the depression item of the 

PANSS are similar to the cumIations beween POS, PS, and NPS and the otha 

depression measures previously discussed and therefore, will not be readdressed. 

Fmally, the correlations between PS, NPS and a nurnber of g e n d  psychopathology 

symptoms are reflective of the fact that patients with schizophrenia who manifest 

paranoid and nonparanoid symptomatoIogy also have a variety of other 

psychopathological symptoms. This fact also exemplifies the heterogeneous nature of 

schizophrenic symptomatology and is M e r  supported by the si@cant positive 

correlations between the general psychopathology composite score and the positive 

and negative symptom composite scores, with ai l  of the positive and paranoid and 

nonparanoid symptoms. For similar reasons, the general psychopathology composite 

score was significantiy positively correlated with poor rapport, difficulty in abstract 

thinking, and stereotyped thinking. 

The PANSS depression item's significant correlations with a number of negative 

symptoms (Le., blunted affect, emotiond withdrawal, poor rapport, passive apathetic 

social withdrawal) coincide with the corre1ations of the global depression measures 

and MD1 subscales scores with a variety of negative symptoms, as previously 

discussed. In addition, the fact that ai l  of the groups had depressive symptomatology 

and that motor retardation cm be considered a depressive and negative symptom, as 

previously discussed, Wely accounts for the significant positive wrrelations between 

motor retardation and a number of negative symptoms. There were also significant 

positive correlations between difficulty in abstract thinking and a number of 
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psychopathology measures incIuding disorientation, poor attention, lack of judgement 

and insight, and disturbance of volition. These cordations may suggest that 

difficulty in abstract thinlang may be asSOCjated with impairment in orientation, 

attention, judgement, and volition. Finally, the signiFicant correlations between the 

anhedonia measmes and guilt and depression coincide with the finding that anhedonia 

was correlated with many measures of depression as previously discussed. 

Mtiasures of General Psvcho~atholoey 

As expected, most of the measures of general psychopathology were significantly 

correlated with the general psychopathology composite score. The significant positive 

correlations of depression with d e t y ,  guilt, and motor retardation coincide with the 

fact that these can ail be symptoms of depression. In contrast, the fact that the 

depression item was significantly negatively correlated with uncooperativeness, 

unusual thought content, disorientation, and lack of judgement and insight is 

understandable given that these symptoms tended to be l a s  associated with depressive 

illness, but more associated with schizophrenia in the current smdy. The significant 

positive correlations of unusual thought content with lack of judgement and insight, 

preoccupation, and active social avoidance also exemplify the fact that these 

symptoms are common in both depression and schuophrenia. 

It is important to note that due to the vast number of correlations obtained in 

the current study, there is a risk of making a Type 1 error when interpreting the 

correlational coefficien with alpha set at -05. It may have been better to avoid this 

possibility by using a more stringent alpha level of .O1 or even -005. 

Factor Analysis 

Three factors with eigenvalues pater than one were identified from this 

analysis. Factor 1 represents depression, Factor 2 represents positive symptoms, and 
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Factor 3 represents negative syrnptoms. Although Moreau et al. (1994) noted that 

anhedonia "constitutes a cardinal symptom of a major depressive episode in humans' 

(p. SI), Giese-Davis et al. (1993) reported that anhedonia is also an important 

negative symptom of schizophrenia. As previously mentioned, the anhedonia reported 

by the schizophrenic patients in the cumnt study iikely had its etiologicai mots in 

both depressive and schizophrenic symptomatology. However, the factor anaIysis 

indicated that anhedonia, particularIy social anhedonia (SAS), is more closely 

associated with depression than with any other symptoms including negative 

symptoms. This finding is consistent with the fâct that anhedonia was more highly 

correlated with depression than with other syrnptoms like negative symptoms. In 

addition, these results also confkm those of Loas et ai. (1996) who found no 

signifiant correlations between negative symptorns and physical anhedonia. 

Both positive symptoms (POS) and paranoid symptoms (PS) loaded highly on 

Factor 2. This finding is consistent with the fact that many of the items on the 

positive syndrome sale of the PANSS are paranoid symptorns (e-g., delusions, 

grandiosity, suspiciousnas/persecution, and hostiüty), which are also measured by the 

paranoid subscale (PS) of the Maine Scale. This finding is also consistent with the 

fact that the positive symptom composite (POS) was more highly comlated with the 

paranoid subscde (PS) than with the nonparanoid subscale (NPS). General 

psychopathology symptoms were more severe @ut not significantly) in the 

schizophrenic patients as compared to the major depressives. 

Negative and nonparanoid symptoms both loaded on Factor 3 which suggests 

that negative symptoms are more closely associated with nonparanoid symptoms. 
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This is consistent wiüi the finding that the negative symptom composite (NEG) was 

significantly correlateci with the nonparanoid subscale (NPS) but not with the paranoid 

subscale (PS) or the positive symptom composite (POS). The loadings on Factor 3 

are also consistent with the fact that the nonparanoid schitophrenia group had 

sigficantly more nonparanoid symptoms than the paranoid schizophrenia group 

which, in turn, had signifkantly more than the major depression group, in spite of the 

fact that the two schizophrenia groups could not be discrirninated on the negative 

symptom composite WG). Therefore, although negative symptoms could not 

discriminate between the two schizophrenia groups, the factor loadings suggests that 

the nonparanoid symptom subscale (NPS), at Least in the current study, fits best with 

negative symptoms. In addition, the fact that the nonparanoid symptom subscale 

(NPS) was negatively loaded on Factor 1 is consistent with the fact that nonparanoid 

schizophrenics tended to be less depressed. Therefore, nonparanoid 

may be prognostic of less depression, at least in the current sarnple. 

Finaily , the fact that the negative s y mptom composite (NEG) 

schhop hrenia 

was not loaded 

on Factors 1 or 2 is consistent with the current findings that there were not many 

signifiant correlations between the individual depressive and negative symptoms, and 

no significant correlations beîween the depressive measures and the negative symptom 

composite (NEG). These findings add further support for the contention that negative 

symptoms are considered to be distinct fiom depression in schizophrenia (cf. Kulhara 

et al., 1989; Kuck et al., 1992; Lindenmayer et al., 199 1; Zisook et al., 1992) 
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Correlationai Analyses of Medications 

and Symptom Measures 

The signifiant positive correlation of neuroleptic with anttparkinsonian 

medication coincides with the fact that neuroleptics produce side effects which are 

typically treated with antiparkinsonian agents. SimiIarIy, hypnotic medication was 

positively comlated with mood stabilizer medication which may reflect the need for 

patients who take mood stabilizer medication to dso take a hypnotic agent to help 

with sleep. In contrast, there were signifiant negaiive correlations between 

neuroleptic and tricyclic medications which coincide with the fact that patients being 

treated with neuroleptics were not readily receiving antidepressants. This is 

supportive of the fact, as previously discussed, that schizophrenic patients' depressive 

symptorns are Iargely missed or ignored (cf. Hirsch, 1982). In addition, because 

antiParkinsonian medication is usually given to patients receiving neuroleptic 

medication in order to treat side effects, it is understandable that antiParkinsonian 

medication was significantly negatively correlated with mcyclic antidepressant 

medication. 

The signifiant correlation between neuroleptic medication and nonparanoid 

symptoms (NPS) coïncides with the fact that the nonparanoid schirophrenia group had 

significantly more nonparanoid symptoms than the other NO groups and there was a 

nonsignificant trend for the nonparanoid group to be taking more neuroleptic 

medication. Other significant correlations were obtained between neuroleptic 

medication and the nonparanoid symptoms of concephial disorganization and 
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hallucinations. Although delusions were aiso conelated with neuroleptic medication, 

they were more comlated with atypical neuroleptic medicatïons. This coincides with 

the fact that the paranoid schimphrenia group was taking significantly more of the 

atypical neuroleptic medication than the other two groups. Gmdiosity, 

hallucinations, and suspiciousness/persecution were dso significantly positively 

correlated with atypical neuroleptic medication. These findings coincide with the fact 

that the positive symptoms composite score was more highly comlated with atypical 

neuroleptic medication than the conventional neuroleptic medication and the fact that 

the paranoid schkophrenia group had significantly more severe paranoid symptoms 

and was taking significantly more atypical neuroleptic medication. 

Theoretical and Clinical Implications 

Thus the results of the current study have offered support for the contention that 

paranoid schizophrenics, at least those who are in the postpsychotic phase of their 

ilinesses, are more depressed, have more suicide risWpotentia1, and have more severe 

cognitive, affective, vegetative and motivational depressive symptoms than their 

nonparanoid counterparts. These results have also provided support for the 

importance of evaluating the depressive symptomatology of al1 schizophrenic patients 

but especially paranoid schizophrenics. As Hirsch (1982) noted, there has been a 

trend for the depressive symptoms of schizophrenic patients to be missed or ignorai. 

Given the relative lack of medical treatment for the depressive symptoms of the 

schizophrenic patients in the current study, it is evident that this trend has not been 

altered much to date. As Siris et al. (1991) noted, not ail individuals with 
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postpsychotic depression qualify for a diagnosis of the negative-syrnptom syndrome 

state, and not all patients with negative symptoms meet criteria for postpsychotic 

depression. wth the inczeaSing emphasis on the concept of negative symptoms in 

recent years, patients meeting criteria for both States are Iikely to be fundamentally 

classified at many centres as suffering h m  negative symptoms and the supplemental 

diagnosis of postpsychotic depression perhaps is often not additionally considered. 

This issue is particularly important given the current findings which suggest that 

depressive and negative symptoms are separate phenornena in schuophrenics who are 

in the postpsychotic phase of their ilinesses, and that anhedonia is more closely 

related to depression than to negative syrnptoms. 

Insofar as suicide among schizophrenic patients has been reporteci to be 

comparable to that of depressed patients (cf. Caldwell & Gottesman, 1990), it is 

imperative that depression occurring in schizophrenic patients be recognized for the 

potential lethaiity its existence can have on these patients' lives. As the cunent 

results have shown, the recognition and treatment of depression seems to be even 

more important for patients with paranoid schizophrenia as compared to their 

nonparanoid countexparts. 

With respect to the depressive symptom profiles, although the paranoid 

schizophrenia group's depression profile had similatities to the profiles of both the 

major depression and nonparanoid schizophrenia groups, it was most similar to the 

proNe of the major depression group in both severity and ranking of the various 

depressive symptoms. The fact that the current results have shown that paranoid 
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schuophrenic patients, who are not acutely iIl, can d e r  h m  serious bouts of 

depression and suicide risk, has offered, in addition to the hdings of Candido and 

Romney (1990), some additional support for the contention that paranoid and 

depressive symptorns are inversely related to one another and the fact that depressive 

symptoms, in the postpsychotic phase, are associated with positive symptoms which 

tend to be paranoid. 

As previously discussed, the major depression group ranked cognitive difficulty as 

the fourth most severe symptom as opposed to the nonparanoid schizophrenia group 

who ranked it in the sixth position. Liddle et al. (1993) noted that the subjective 

experiences of psychologid deficits are related to depression in chronic 

schizophrenics and these patients' expenence of depression resembles that of 

depressed nonschhophrenic patients. More recently, Mendonca and Holden (1996) 

examined the link between hopelessness and suicidai intent in 97 patients with suicidal 

ideation including patients with major and minor depressive disorders, alcohol and 

dmg abuse, and schuophrenia/schizoptypal disorders. The authors found that 

hopelessness, as well as depression and anxiety with somatic, phobic or interpersonal 

manifestations were associated with less intense general suicidd desires. The 

relationship between suicide and hopelessness was only found for the depressive 

patients' sample and unusual thinking (defined as having trouble concentrathg and 

making decisions, feeling that everything is an effort, and generally feeling that one is 

not in control of one's thoughts) not hopelessness was the strongest predictor of 

serious suicidal intent. What those authors described is very similar to what was 
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meastued by the cognitive difficulty subscale of the D I .  The fact that both the 

major depression and paranoid schizophrenia groups had similar tankings of this 

symptom adds fûaher support for the ikding that the paranoid sctùzophrenia group is 

more depressed and more suicidal than its nonparanoid counterpart. Although 

Shuwall and Siris (1994) found that suicidal ideation m g  schizophrenics is related 

to psychotic symptoms, this effect rnay not be as direct as those authon thought. 

Psychotic symptoms can also affect cognitive functioning and cause someone to feel 

confuseci and in less control of their thoughts. It may be that cognitive difficulty, and 

not positive or psychotic symptoms per se as suggested by Shuwall and Siris (1994) is 

the "rate limiting step" in whether schizophrenic patients feel more or less suicidal. 

As previously mentioned, atypical neuroleptics like Clotapine and even 

conventionai neuroleptics have side effects which interfere with cognitive functioning. 

In spite of the extrapyramidd side effects, the conflicting fiterature regarding the 

issue of the etiology of depression in schizophrenics, and the finding that Clozapine 

has been reported to help reduce suicidality among schizophrenics (Meltzer & Okayli, 

1995), one has to wonder to what extent Clozapine directly or indirectly contributed 

to the depressive and suicidal phenornena of schizophrenic patients in the current 

study, especially since others (Miller, Perry, Cadoret, & Andreasen, 1994) found that 

Clozapine does not d u c e  depression in schizophrenics. This issue may be especially 

important to those patients who were taking the atypical neuroleptic medications and 

voiced that they felt more depressed since starting the new medication. 

Another implication of the current study wncems the use of cognitive 
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previously discussed, there have been a number of researchers who have attempted to 

use cognitive interventions with p m o i d  patients. The results of the current study 

seem to have provided further impetus for researchers and dinicians to use cognitive 

interventions with paranoid schizophrenic patients. It seems logical that disturbed 

cognitive processes would seemingly prevent one fiom carqing out psychotherapeutic 

interventions with schizophrenic patients. In fact, "the neglect of cognitive processes 

in therapy of schizophrenia is very difficult to understand . . . [given that] . . . 

cognitive disturbances are pivotai to as well as characteristic of schizophrenia and 

fom the basis of the clinically observable symptornsw (Brenner, Kraemer, Hemanutz, 

& Hobel, 1990, p. 161). As Kingdon and Turkington, (199 la) noted, "with the 

promise of individual psychotherapy in schkophrenia not having been realized with 

humanistic and dynamic psychotherapeutic approaches, there remains little guidance 

on the psychological management of the individual presenting with psychotic 

symptoms" (p. 207). 

According to Alford (1986), Aaron Beck was the first to describe the use of 

cognitive techniques in the successful treatment of a patient with paranoid ideation. It 

was through the tmcing of the antecedents of the patient's delusion followed by wting 

the patient's delusion against reality (i.e., reality testing) that the patient's delusion 

was modified. Essentiaily, through therapy, which is guided by the pinciples of 

cognitive therapy (Le., socratic dialogue and collaborative empincism) both the 

patient and therapist work towards modifying the maladaptive cognitions by devising 



298 

alternative ways of interpreting social cues and by becoming more cognizant of 

internalized negative and distorted viewpoints. This work has subsequently beai 

followed by other somewhat successfirl interventions with delusional patients (Alford, 

1986, Chadwick & Lowe, 1990; Hole, Rush, & Beck, 1979; Johnson, Ross, & 

Mastria, 1977; Kingdon & Turkington, 1991b; Lowe & Chadwick, 1990; Milton, 

Patwa, & Hafher, 1978; Watts, Powell, & Austin, 1973). 

Although medication is necessary to treat florid episodes of psychosis, cognitive 

interventions may be particularly useful for schizophrenic patients who are in the 

postpsychotic phase of their illnesses, but still experiencing residual positive 

symptorns (i.e., paranoid symptoms) (cf. Chadwick & Lowe, 1990; Lowe & 

Chadwick, 1990). These authors found that by treating the delusions, the depressive 

symptoms aIso diminished, but in other patients depressive symptoms increased with 

the reduction of the strength of the delusions. Given that paranoid schizophrenic 

patients may have similar cognitive distortions to those of depressed patients, as 

previously discussed , and the similari ties in the depressive s y mptomatolog y between 

the paranoid schizophrenia and major depression patients found in the current study, it 

seems that such interventions may prove to be worthwhile. In those patients where a 

reduction of their delusions occurs but depressive symptomatology increases, the same 

cognitive interventions could be used to treat both paranoid and depressive symptorns. 

In fact, if depressive symptoms truly underlie paranoid symptoms, perhaps it would 

be more fniitful to treat the depressive symptoms first, especially if paranoid 

delusions arise nom affective changes ( Allen, 1967) and that delusions are secondary . 
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to affective changes. Therefore, if one treats the depressive symptoms initiaiIy, 

maybe the depressive and paranoid symptoms would diminish together. 

Finally, the results of the cunent study have ptovided M e r  support for the 

existence of the paranoidfnonparanoid dichotomy of schizophrenia. Not oniy is the 

existence of this dichotomy supported by a e e t y  of different studies in the areas of 

cognitive functioning, biologicai evidence, neuropsychological evidence, and 

biochemicai assays, it is also supported with respect to the findings of the current 

study and the demonstrateci differences in depressive symptomatology in paranoid and 

nonparanoid schhphrenic patients. 

Limitations of the Study 

An obvious limitation of the current study concems that fact that there were not 

enough fernales in the paranoid schizophrenia group to enable the researcher to 

evaluate the findings with respect to gender diflerences between the paranoid and 

nonparanoid schïzophrenia groups. Although the anaiysis of gender effects between 

the major depression and nonparanoid schizophrenia group was useful, it would have 

been even more useful to examine gender effects in paranoid and nonparanoid 

schizophrenics with respect to the similarities and differences in depressive, positive 

and negative symptoms. 

There was no difference between the two schizophrenia groups with respect to the 

use of antiparkinsonian medications and Sins et al. (1991) noted that as long as 

patients are taking an anticholinergic, extrapyramidal side e f f m  are usually 

controiled. The patients in the cunent study did not exhibit any abnormal movement 



or paucity of movement that might be d a t e c f  with akathisia or akinesia, 

respectively. Therefore, it is likely that the depressive symptoms expressed by the 

schizophrenia groups were the result of depressive phenomena and were not the resuit 

of any obvious extrapyramidal side effects. However, it might have been more 

methodologicalIy sound to include a rating sale which measures extrapyramidal side 

e f f m  in order to more directly rule out the existence of such side effects and 

possible con founds to the depressive s y m ptomatology . 

As previously mentioned, although there was no signifiant difference between the 

two schizophrenia groups in the number of patients taking neuroleptic medications, 

there were significantiy more of the paranoid schizophrenia groups taking atypical 

neuroleptic medication. Given the possible sy mptoms w hich Clozapine and 

Risperidone can affiect and the benefiu or hazards that these medications can produce, 

as previously discussed, it is unknown to what extent these medications affected the 

results of the current study. It seems clear that studies which aUow for medications to 

be controlled are clearly at an advantage with respect to the conclusions that can be 

fonnulated. As Lewander (1994) noted, it will be important for patients to be studied 

on and off medication, if not, the growth of knowledge of schizophrenia as a disorder 

and of antipsychotic agents runs the rÏsk of being retarded by false concIusions. At 

the very least neuroleptic treatment contributes to the syndrome of postpsychotic 

depression. This may also be m e  of the atypical neuroleptics. 

Recommendations for Future Research 

As previously mentioned, the current study has added to the body of literature 
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conceming the paranoidInonparanoid dichotomy. Although Candido and Romney 

(1990) dong with the current snidy may be theomtically combinai to add more 

evidence for the existence of an inverse relationship beween paranoid and depressive 

symptoms, a longitudinal study wiii have to be conducted in order to fuiiy address 

this issue. A longitudinal design would also enable one to investigate the traitMate 

issue in anhedonia especially if one were to begin with first-break schuophrenic 

patients which would elirninate the factor of chronicity of illness as a potential 

connibutor to the symptom of anhedonia (cf. Harrow et al., 1977). This design 

would aiso allow the investigator to evaluate negative symptoms over time in relation 

to depressive symptorns. Such a study would be even more beneficial, in view of the 

current fîndings, if the MD1 was used to masure depressive symptomatology in the 

acutely ill and postpsychotic phase. Given the growing body of literature conceming 

gender effects in schizophrenia, it would be useful to examine equal numbers of males 

and females in paranoid and nonparanoid schimphrenics in order that the issues 

examined in the current study could be further exploreci in relation to gender. "More 

extensive knowledge about the role of gender in schizophrenia and the interpiay 

between gender and subtypes of schizophrenia may be an important key to further our 

understanding of the pathophysioiogy of this complex and heterogeneous psychiatrie 

syndromew (Andia et ai., 1995, p. 527). 

Summary and Conclusions 

The purpose of the current study was to examine several hypotheses with respect 

to depressive sy mptomatology in paranoid and nonparanoid schizophrenic patients. 
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The results have shown that paranoid schizophrenics have more severe postpsychotic 

depression and suicide riswptential, a lower seUksteem, and generally more severe 

cognitive, affective, vegetative, and motivational depressive s ymptoms than 

nonparanoid schizophrenics. In addition, the depressive symptomatology and profile 

of depressive symptorns of paranoid schizophrenics more closely resemble that of 

major depressives as opposed to nonparanoid schizophrenic patients. As expected the 

paranoid sciÛzophrenics were found to have more positive symptoms than the 

nonparanoid schizophrenics, and the major depressives had the least. However, in 

contrast to what was expected, there was a nonsignifiant trend for the major 

depressives to have the most severe negative symptoms, and the two schizophrenia 

groups were not signifïcantly different from one another. Finaily, although it was 

expected that the nonparanoid schizophrenics would have more anhedonia than the 

paranoid schizophrenics, in fact there was a trend for the paranoid group to have 

more and, as expected, the major depressives had the most. 

These resuits offered additional dues to the depressive phenornena of 

schizophrenic patients and have provided M e r  support for the use of cognitive 

therapy in the treatment of schizophrenic patients, particularly paranoid 

schizophrenics, when they are experiencing residual or r&actory delusions in 

addition to their depressive symptoms. The current study partially addressed the issue 

of medication use and the results have also created some question with respect to the 

role atypical neuroleptic medications play in the development of depressive symptoms 

in schizophrenic patients, paaicularly paranoid schizophrenics. In addition, within the 
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confines of the cumnt study, gender e f f w  were also addressed. However, the 

question of whether negative symptoms can really be differentiated from depressive 

symptoms continues to be relevant, dthough low self-esteern and suicida1 risk appear 

to have continue- importance in achieving this end. Insofa as the two schizophrenia 

groups could not be differentiated in severity of negative symptoms but the paranoid 

schizophrenia group exhibited more severe depression seems to support the contention 

that negative and depressive symptoms are separate phenornena. However, what role 

each had in influencing the other was not discernible from the current findings and 

therefore remains to be determined. Finally, the issue of statelnait factors in the 

development of anhedonia in schizophrenics has not been made clearer and will have 

to be elucidated in future research as previously discussed. 

The results of the current snidy, when considered together with the results of 

Candido and Romney (1990), have provided additional evidence for the existence of 

the inverse relationship between paranoid and depressive symptoms and the 

importance of exarnining schizophrenic symptomatoIogy with respect to the 

paranoidlnonparanoid dichotomy of schizophrenia. It is hoped that the results of the 

current study wül provide othen with the impetus to routinely examine schizophrenic 

patients for depression and suicide risk, especially paranoid schizophrenics, and study 

other aspects of schizophrenic symptomatology in relation to the pmoidlnonparanoid 

dichotorny. As Liberman (1995) noted, "phenomenology has been the hisioncal 

bootstrap that investigaton have used in their efforts to understand the enigma of 

schizophrenia . . . [and] . . . it appears that phenomenology wiU remain the 
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comentone of the diagnons and research methods of schizophrenia for the forrxeable 

futurea (p. 362). 
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The Maine Scale of Paranoid and Nonoaranoid Schizmhrenia 

Pl. Does he tend to suspect or believe on slight &dence without good reason that 
people and extemal forces are trying to or now do influence his behavior, mntrol his 
thinlong? 

1. No unjustified suspicions. 
2. Will admit suspigon when pressed, 
3. Eauly admits suspicion. 
4. Openly states others are trying to control him. 
5. Has fïrm convictions that he is infiuenced or controUed. 

P2. Does he tend to suspect or to believe on slight evidence or without good m o n  that 
some people are against him (persecuting, conspiring, cheating, depnving, punishing) in 
various ways? 

1. No unjustified suspicions expressed. 
2. When pressed expresses belief that he is conspirecl against. 
3. Frequently inclineci io believe in penecution. 
4. Frank inclination to believe in persecution. 
5. Strongly expresses conviction of persecution. 

P3. Does he have an exaggeratedly high opinion of himself or' an unjustified belief or 
conviction of having unusual ability, knowledge, power, wealth or status? 

1. No expressed high opinion of himself. 
2. When pressed expresses a high opinion of himself. 
3. Frequently expresses a high opinion of himself. 
4. Open conviction of unusual power, wedth, etc.. 
5. Strongly expresses conviction of  grandiose or fantastic power, wealth, etc.. 

P4. Does he tend to suspect or believe on slight evidenœ or without good r ewn  that 
some people tak about, refer to or watch him? 

1. No unjustified suspicions. 
2. Wiii admit suspicion. 
3. Eanly admits suspicion. 
4. ûpenly states that he is watched. 
5. Has fmn conviction of being watched. 



P5. Compared to 0th- how openly hostile is he? Does he show hostility or a high 
degree of iii will, resentment, bittemess or hate? 

1. No open hostility. 
2. Relatively iittle hostility . 
3. Some hostility. 
4. Rather hostile 
S. Very hostile. 

Non~aranoid Subscale 

NI. Does he have perceptions (auditory, visual) without normal extemal stimulus 
correspondence? 

1. None. 
2. When pressed admits hallucinations. 
3. EasiIy admits hallucinations. 
4. ûpenly admits muent hallucinations. 
5. Openiy hallucinates. 

N2. On the bask of the integration of the verbal productions of the patient, does he 
exhibit thought processes which are confused, disconnected or disorganized? 

1. As normal. 
2. Slig h t disorganization. 
3. Mild disorganization. 
4. Marked disorganùation. 
5. Complete disorganization. 

N3. How incongruous are his emotional nsponses? e.g., giggling or crying for no 
apparent reason or not showing any emotion when emotion would be appropriately 
shown. 

1. As normal. 
2. Slightly dinerent from normal. 
3. Responses somewhat incongrnous. 
4. Distinctly incongrnous. 
5. Very markedly incongruous. 



N4. How weli orienteci is he as to time? For instance, dœs he h o w  (a) the season; (b) 
the month; (c) the caiender year; (d) the day of the week; (e) how long he has been in 
hospiîal? 

1. As normal. 
2. Occasional confusion. 
3. Slight confusion. 
4. Frequent confion. 
5. Marked continuous confision. 

N5. Does he assume or maintain peculüu, umatural, or bizarre postures? 

1. None, 
2. On rare occasions. 
3. For short periods. 
4. Frequently. 
5. AU the tirne. 



The Revised Phvsical Anhedonia S a l e  

1 have usually found lovemaking to be intensely plèasurable. T F 

When eating a favorite food, 1 have oftai tried to eat slowly to T F 
maire it last longer. 

1 have ofkn enjoyed the feel of dk, velvet, or fur. T F 

1 have sometimes enjoyed feeling the strength in my muscles. T F 

Dancing, or the idea of it, has always seerned duIl to me. T F 

1 have always found organ music dull and unexciting. T F 

The taste of food has always been important to me. T F 

1 have had very little fun fiom physical activities Iike walking, T F 
swimming, or sports. 

1 have seldom enjoyed any kind of sexual expenence. T F 

On hearing a good song, 1 have seldorn wanted to sing dong T F 
with it. 

1 have always hated the feeling of exhaustion that cornes fiom T F 
vigorous activity . 
The color that things are painted has seldom mattered to me. T F 

The sound of nistling leaves has never much pl& me. T F 

Sunbathing isn't really more fun than lying down indoors. T F 

There just are not many things that 1 have ever reaily enjoyed T F 
doing . 
1 don? know why some people are so interested in music. T F 

Flowers aren't as beautiful as rnany people claim. T F 

I have always loved having my back massaged. T F 

1 never wanted to go on any of the rides at an amusement park. T F 

Trying new foods is something 1 have always erijoyed. T F 

The warmth of an open fireplace hasn't especially soothed and T F 
calmed me. 

Poets always exaggerate the beauty and joys of nature. T F 



1 have always had a number of favorite foods. 

1 don? understand why people enjoy looking at the s t a n  at 
night. 

1 have had very Little desire to tq new kinds of foods. 

1 have never had the desire to take off my shoes and walk 
through a puddle barefoot. 

I've never cared mucb about the texture of food. 

When 1 have walked by a bakery, the smeu of fresh bread has 
often made me hungry. 

1 have often enjoyed receiving a strong, warm handshake. 

1 have often felt uncomfortable when my friends touch me. 

1 have never found a thunderstom exhilarating. 

Standing on a high place looking out over the view is very 
exciting . 
1 have often found w a b  to be relaxing and enjoyable. 

The sound of the rain falling on the roof has made me feel 
snug and secure. 

1 like playing with and petting soft littie lcittens or puppies. 

The sound of organ music has often thrilled me. 

Beautiful scenery has been a great delight to me. 

The first winter snowfdl has often looked pretty to me. 

Sex is okay, but not as much fun as most people daim it is. 

1 have sometimes danced by myself just to feel my body move 
with the music. 

1 have seldom cared to sing in the shower. 

One food tastes as good as another to me. 

On seeing a soft, thick carpet, 1 have sometimes had the 
impulse to take off my shoes and walk barefoot on it. 

After a busy day, a slow walk has often feit relaxing. 

The bright iights of a city are exciting to look at. 

The beauty of sunsets is greatly overrated. 



It has always made fcel good when someone 1 care about 
reaches out to touch me. 

1 have usually found soft music b o ~ g  rather than relaxing. 

1 have u d y  finished my bath or showei as quicWy as 
possiile just to get it over with. 

The smell of dimer cooking has hardly ever aroused my 
appetite. 

When 1 pass by flowen, 1 have o h  stopped to smeil them. 

Sex is the most intensely enjoyable thing in iife. 

1 think that flying a kite is sîIly. 

I've never cared to sunbathe; it just makes me hot. 

The sounds of a parade have never excited me. 

It has often felt good to massage my muscles when they are 
tired or sore. 

When I'm feeling a little sad, singing has o h  made me feel 
happier. 

A good soap lather when I'm bathing has sometimes soothed 
and refreshed me. 

A bnsk walk has sometimes made me feel good ali over. 

1 have been fascinated with the dancing of flames in a 
fireplace. 



Appendix C 

Revised Social Anhedonia Sale 

Having close fnends is not as important as many people say. 

1 attach very little importance to having close friends. 

I prefer watching television to going out with other people. 

A car ride is much more enjoyable if someone is with me. 

1 iike to make a long distance phone caUs to fiiends and relatives. 

Playing with children is a reai chore. 

1 have always enjoyed looking at photographs of fkiends. 

Although there are things that I enjoy doing by myself, I usuaüy 
seem to have more fiin when 1 do things with other people. 

1 sometimes become deeply attached to people I spend a lot of 
time with. 

People sometimes think that 1 am shy when 1 realiy just want to be 
left alone. 

When things are going &y good for my close fnends, it makes 
me feel good too. 

When someone close to me is depresseci, it brings me down also 

My emotional responses seem very different frorn those of other 
people- 
When 1 am home alone, I often ment people telephoning me or 
hocking on my door. 

Just being with fnends can rnake me feel really good 

When things are bothering me, I like to taik to other people about 
it, 

1 prefer hobbies and leisure activities that do not involve other 
people- 
It's fun to sing with other people. 

Knowing that 1 have friends who care about me gives me a sense 
of security* 

When I move to a new city, I feel a strong need to make new 
fnends. 



People are usualiy better off if they stay aloof fiom emotional 
involvements with most others- 

Although 1 know 1 should have affection for certain people, 1 
don? realiy fcel it. 

People o&n expect me to spend more time taiking with them than 
1 would me. 

1 feel pleased and gratified as 1 lem more and more about the 
emotional life of my friends. 

When othen try to -tell me about th& problems and hangups, 1 
usuaiiy listen with interest and attention. 

1 neves had realIy close friends in high school. 

1 am usuaIly content to just sir alone, thinking and daydrearning. 

I'm much t w  independent to reaiiy get involved with other 
people* 
There are few things more tinng than to have a long, personal 
discussion with someone. 

It made me sad to see al1 my high school fiiends go their separate 
ways when high school was over. 

I have often found it hard to resist talking to a good friend, even 
when 1 have other things to do. 

Making new hiends isn't worth the energy it takes. 

There are things that are more important to me than privacy. 

People who try to get to know me better usuaily give up aftu 
aw hile. 

1 could be happy living ail alone in a cabin in the woods or 
mountains. 

If given the choice, 1 would much rather be with others than be 
alone. 

1 find that people too often assume that their daily activities and 
opinions wiii be interesting to me. 

1 don't really feei very close to my fhnds.  

My relationships with other people never get very intense. 

In many ways, 1 prefer the company of pets to the company of 
people- 



* includes psychhtrists, psychologists, social workas, nurses 

Re: the resea~ch project entitled, 'An Investigation into the Depressive 

Symptomatology of Paranoid and Nonparanoid Schizophrenic Patients" 

1, , give my consent for to participate in this study 

which will be comparing the depressive symptomatology in paranoid and nonparanoid 

schizophrenics and unipolar depressed patients. 1 undesstand that the amount of time 

rquired for my clientlpatient's participation will be about 2-3 houn which can be 

divided into sessions with which my clientlpatient is most cornfortable. 1 understand 

that my clientfpatient will be in t e~ewed  to ensure that hislher diagnosis meets DSM- 

III-R diagnostic cnteria for schimphrenia or unipolar depression and to provide verbal 

information about Wher feelings and symptoms with respect to hidher iliness. 1 

also understand that my clientlpatient will be asked to complete five self-report me- 

false questionnaires during that time. I understand that these questionnaires wili 

assess depressive symptoms, schùophrenic symptoms and how my clientlpatient views 

himlhedf. 1 have been informed that my client/patient wili be given assurances of 

confidentiaüty, right to withdraw or be asked to withdraw at any time, without 

penalty or affecthg hisnier access to m e n t .  In addition, 1 have been informed 

that my clientlpatient will be given the option of obtaining a summary of the results of 

the study if hefshe so desires. Finally, 1 will be given a copy of this consent form. 

@at@ (Signature) 



Infornation Sheet (for subjects] 

Dear z 

You are inviteci to participate in a research project that 1 am cunently conducting 

for my Doctoral Dissertation in Clinid Psychology at the University of Calgary. 

The study is entitled: An investigation into the Depressive Symptomatology of 

Paranoid and Nonparanoid Schùophrenic Patients. 1 am interested in examining 

whether there are differences in the severity and type of depressive symptoms among 

people with different foms of schizophrenia and comparing their symptoms to people 

with major depressive illness. As a participant in this study you would be required to 

be inte~ewed in order to confinn your diagnosis and provide information about your 

feeIings and symptoms. In addition, you would be required to complete five 

questionnaires. These are self-report questionnaires and require you to respond either 

"huen or "falsen to each of the questions. Specifically, these questionnaires will ask 

about your feelings and symptoms (i .e., both depressive and schizophrenic 

symptoms), and how you view yourself. 1, Carmie Candido, will explain the 

instructions to you and will stay with you while you compleîe the questionnaires in 

case you have any questions. The time required for participation would be 2-3 hours 

depending on how quickly you work. This time can be divided into sessions with 

which you are most cornfortable. 

Your participation in this study is on a voluntary basis, and your decision of 

whether or not to participate in this study will in no way affect your access to 

treatrnent. As a participant in this study confidentiality is assured. Once written 

consent is obtained from you and the therapin in charge of your case, any information 

gathered about you, or from you would be coded and kept locked in a cabinet to 



which only myself and my academic supervisor would have access. As a participant 

in this study you have the nght to withdraw h m  the study at any tirne without 

penalty. You also have the right to have access to the ~sults of the study, should you 

so desire. Specifïcally, you rnay wuest that a summary of the results be mailed to 

you once the study is completed. Once the study has been published, all 

questionnaires, consent forms and data would be destmyed. If you have M e r  

questions that you may wish to a&, pIease do not hesitate to contact me or Dr. 

Romney. Our nmes, addresses and telephone numben are below. 

Carmie Candido, M.Sc., C-Psych. 
Graduate Student and Chartered Psychologist 
Programme in Clinical Psychology 
The University of Calgary 
2500 University Drive N.W. 
Calgary, Alberta, T2N 1N4 
Telephone: 220-7076 

David Romney, Ph.D., C-Psych. 
Professor 
Programme in Clinical Psychology 
The Universify of Calgary 
2500 University Drive N. W. 
Calgary, Alberta, T2N 1N4 
Telephone: 220-5662 

Note to Subiece: Please keep this information sheet for your records and future 
reference. 



Appendix F 

onsent Fonn 6 u b . W  

Research P r o i e  An Investigation into the Depressive Symptomatology of Paranoid 

and Nonparanoid Schizophrenic Patients 

Investigator: Mr. Carmie L. Candido, Doctoral Student and Chaaered Psychologist 

Dissertation Suwrvisorv Cornmittee: Dr. D . M. Romney. Department of Educational 

Psychology , University of Calgary, Dr. D . Addington, Fwthills Hospital, and Dr. 

W. McEiheran, Holy Cross Hospital. 

This consent form, a copy of which has been given to you, is only part of the process 

of informecl consent. It should give you the basic idea of what the research project is 

about and what your participation will involve. If you would like more detail about 

sornething mentioned here, or information not included here or in the information 

sheet with which you have been provideci, you should feel free to ask. Please take 

the time to read this carefiilly and to understand any accompanying information. 

Pumose of the Research: The purpose of this research study is to examine whether 

there are differences in the severity and type of depressive symptorns among people 

with different foms of schizophrenia and to compare their symptoms with people 

with major depressive illness. 

Procedures: 1 understand that 1 will be interviewed by the investigator, who will also 

review rny medical chart, and be asked to answer questions verbally in order to 

confirm my diagnosis and provide the investigator with information about my 

symptoms and feelings with respect to my illness. 1 also understand that 1 will be 

asked to cornplete five paper and p e n d  tnie-false questionnaires which will also 



provide the investigator wïth information about my falings and symptoms (Le., 

depressive and schbophrenic symptoms), and how 1 view myseif. 1 have been 

informed that the investigator will explaÏn the instructions to me and stay with me 

while 1 complete the questionnaires in order to answer any questions that 1 may have. 

I M e r  understand that the arnount of time required for my participation is 

approximateiy 2-3 hours depending on how fast 1 work. 1 have also ken  told that 

this time can be divided Uito sessions with wbich 1 am most cornfortable. 

Risks/Benefi&: There are no direct nsks or benefits to me from participating in this 

research. However, should 1 feel fâtigued or stressed nom answering the verbal or 

written questions 1 may take a break, postpone the tests to another time or refuse to 

continue. Although there are no direct benefits to me from participating in this 

research, my participation will help care given to have a better understanding of 

aspects of schizophrenia and may lead to future treatment developments for 

schizophrenic patients. My participation in this study is on a voluntary basis, and my 

decision of whether or not to participate in this study in no way affects my access to 

treatment. 1 understand that 1 may withdraw fkom participating in the study at any 

time or that 1 may be asked to withdraw fiom participating. There are no costs 

associated with participation in this study. 

Confidentialitv/Access to Information: The information gathered about me in this 

study will be kept confidentid. 1 have been informed that (1) code numben will be 

substituted for my name on al1 information collected about me, (2) al1 information 

gathered will be stored in a locked cabinet to which only the investigator and his 

academic s u p e ~ s o r  would have access, and (3) upon publication of the study, al1 

collected information will be destroyed and my name will not be associated in any 

way with any published resulu. 1 further understand that 1 can have a surnrnary of 

the rrni1t.s of the study mailed to me once the study is completed. 



My signahue on this fonn indiaites that 1 have understood to my satisfaction the 

information regarding my participation in the research study and agree to participate 

as a subjea. In no way does this waive my legal nghu nor rrlease the investigator, 

sponsors, or involved institutions fkom the* legal and professional responsibilities. 1 

am free to withdtaw from the study at any time without jeopardizing rny health care. 

My continued participation should be as informeci as my initial consent, so 1 should 

feel free to ask for clarification or new information thmghout my participation. If I 

have M e r  questions, 1 can contact Carnue Candido or his acadernic supezvisor Dr. 

D. Romney at the numbers indicated on the information sheet which has k e n  given to 

me, 

If 1 have any questions about my nghts as a possible participant in this research, 1 am 

welcome to contact the office of Medical Bioethics, Faculty of Medicine, The 

University of Calgary, at 220-7990. 

(Name of Witness) 

- -  

(Signature of Subject) (Signature of Witness) 

(date) 

I wish to have a summary of the results mailed to me. Y e s  No_ 

Mailing Addms of Subject: 

Note to Subiects: Please keep a copy of this consent form for your records 

reference. 

and future 




