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ABSTRACT

23 patients with idiopathic Parkinson's disease (PD)
and 22 healthy control subjects participated in an experi-
mental investigation of learned helplessness and illusion-of-
control phenomena. Subjects were divided into depressed and
non-depressed groups according to scores on the Beck Depres-
sion Inventory. Each completed four problems associated with
an instrumental learning task in which they judged the degree
of control their responses exerted over repeated green-light
onset. Degree of contingency varied from 0% to 75% and
subjects utilized both verbal and motor response modes.
Subjects also estimated frequency of green light onsets for
each problem.,

Contrary to expectation, PD subjects did not differ
from relevant comparison groups in their contingency or
frequency estimates. Tests of the prediction that depressed
subjects' contingency ratings would be more accurate than
non-depressives' approached significance (p < .064), although
the pattern of mean differences was not consistent with an

illusion-of -control interpretation.




INTRODUCTION AND LITERATURE REVIEW

Introduction

In 1871, James Parkinson provided the first clinical
description of paralis agitans, later known as Parkinson's
disease (PD). Although his insight afforded a valuable and
detailed assessment of the presenting motor components of the
disease, his denial of "any injury to the senses and intel-
lect" was premature; both cognitive and affective impairments
are known to accompany the motor symptomatology of PD. Much
is now known about the clinical sequelae, neuropathology and
pharmacotherapy of the disorder. Still, twelve decades after
the initial publication of Parkinson's essay, the complete
organic and psychological profile of the disease remains
enigmatic. Among the questions yet unanswered about this
neurologic disorder are those concerning ‘the nature and
etiology of depression in PD. In past research endeavors,
priority has been placed upon attempts to identify bio-
chemical and neuroanatomical correlates of PD-related
depression; results along these lines have thus far been
inconsistent, and at times controversial. Given that
depression is known to be a freguent, persistent, and
distressing symptom of PD, it is surprising to note the

paucity of information regarding its cognitive components and
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concomitants in this population. To cite one example,
virtually no information has been reported in the literature
regarding the ideation content associated with depression in
PD (Dakof & Mendelsohn, 1986). This is particularly striking
as the most widely accepted psychological theories of depres-
sion are based upon the idea that individuals' beliefs and
ways of processing information are primary facilitators of
negative affective states and maladaptive behavior patterns.

The primary goal of the present research was to
investigate the relationship between depression and cognitive
information processing in patients with idiopathic PD. 1In an
attempt to provide needed insight into the relevant cognitive
characteristics of depression in this population, the re-
search examined the role of a specific factor common to both
depression and PD: loss of control. To clarify, in PD,
organic changés within specific areas of the brain result in
a significant, and at times severely disabling, loss of motor
control. In depression, the factor frequently hypothesized
as responsible for the onset and maintenance of depression is
a perceived loss of control over environmental outcomes
(i.e., the perception that outcomes are no longer contingent
upon antecedent events). This suggests that since PD
patients experience a clear, identifiable loss of control in
one dimension--that of motor functioning--this loss may be

related to subjective loss of control and dysphoric affect
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within a second, cognitive/perceptual domain. In this way,
psychological theories of depreséion are posited as uniquely
useful in understanding Parkinsonian depression.

The paper begins with a clinical and neuroanatomical
~ description of PD, followed by a review of the existing lit-
erature on depression in PD and normal elderly populations.
This section introduces a review of the major cognitive
theories of depression and presents the experimental hypo-
theses. Results of the study are subsequently detailed and
discussed. In conclusion,  alternative explanations of the
experimental findings and suggested directions for future

research are detailed.

Parkinson's Disease

Idiopathic Parkinson's disease (PD) is a chronic
neurological disorder affecting approximately 1% of the
population over the age of 50 (Duvoisin, 1984). PD charac-
teristically presents with four primary motor symptoms:
tremor at rest, bradykinesia, cogwheel rigidity, and impaired
postural reflexes. Motor problems include deficits in the
initiation, speed, and accuracy of movement (Sanes, 1985;
Evarts, Teravainen, & Caine, 1981; Heilman, Bowers, Watson, &
Greer, 1976) as well as impaired perceptual-motor abilities
(Bowen, Hoen, & Yahr, 1972; Boller, Passafiume, Keefe,
Rogers, Morrow, & Kim, 1984; Taylor, Saint-Cyr & Lang, 1986).

Added to these are a number of other signs and symptons,
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including masked faces, anosmia, edema, seborrhea, con-
stipation and decreased sexual libido (Duvoisin, 1984),.
Increased risk of depression, as discussed in later sections,
is identified as the primary psychiatric symptom associated
with PD.

Changes in intellectual functioning associated with
frontal-subcortical dementia and the development of signs
associated with dementia of the Alzheimer's type (Hakim &
Mathieson, 1979; Pirozzolo, Hansch, Mortimer, Webster, &
Kuskowski, 1982) vary considerably in this population, with
estimates ranging from 15 to 70% (see review by Knight,
Godfrey, & Shelto, 1988). It is generally agreed that recog-
nizable dementia is eventually found in approximately 30% of
these patients (Martilla & Rinne, 1976; Meier & Martin,
1970). Furthermore, the clinical picture of PD includes
various cognitive deficits associated with performance on
tests of memory, rule 1learning, language (i.e., speech
production, anomia, and impaired performance on confronta-
tion-naming tasks), and to a lesser extent, disturbances in
spatial orientation (e.g., impaired ability to judge the
vertical position of objects, known as Aubert's phenomenon ;
impaired performance on the Semmes, Weinstein, Ghent, and
Teuber (1955) route-walking test).

The specific etiology of PD remains unknown.

However, neurcopathologic changes have been documented in the
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darkly pigmented cells of the sustantia nigra (SN); specifi-
cally, the melanin-containing neurons of the SN, involved in
the genesi; and storage of the neurotransmitter dopamine
(DA), are known to degenerate. In this region, DA is carried
by neurons coursing through the nigrostriatal tract synapsing
en pasant in the striatum. Post-mortem studies of patients
with idiopathic PD have revealed cerebral depletion of Da
levels in excess of 90% (Kolb & Whishaw, 1985). An effective
pharmacological palliative treatment has been developed in
which patients ingest the amino acid precursor of DA, L-DOPA,
which is subsequently converted to DA in the brain. Modifi-
cations of existing agents and alternative pharmacological
treatments (e.g., Sinemet, Carbidopa, Amantadine) have been
successful in effecting symptomatic relief of motor impair-
ment . Yet, despite their often dramatic amelioration of
Parkinsonian symptoms, such drugs are not a panhacea.
Limitations include the fact that these agents lose their
effectiveness over time (Lesser, Fahn, Snider, Cote, Isgreen,
& Barret, 1979), and may produce unpleasant, even disabling,
side-effects (Albani, Asper, Hacisalihzade, & Baumgartner,
1986 ). In sum, PD remains a debilitating, progressive and
incurable illness (Fahn & Bressman, 1984) and it is not
surprising that patients and their families describe signifi-
cant psychological distress associated with the diagnosis of

PD (Dakof & Mendelsohn, 1986).
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Depression in Parkinson's Disease

Excluding medication-related effects, depression is
the most consistently encountered psychological change
associated with PD (Mayeaux, 1984). Estimated prevalence
rates of depression in PD range from a low of 12% (Rondot,
deRecondo, Coignet, & Ziegler, 1984) to a high of 90%
(Mindham, 1970), although the majority of studies report
evidence of significant depression occurring in 40% to 50% of
parkinsonian patients (Mayeaux, 1982). Not unlike problems
associated with obtaining prevalence rates of depression
among older adults generally, much of the difficulty in
determining accurate estimates of depression in PD has been
linked to significant variability in patient populations, in
assessment procedures and criterion measures, and in selec-
tion of appropriate comparison groups.

The etiology of depression in PD is a subject of
marked controversy among current researchers. Central to
this disagreement is the distinction between reactive and
endogenous depression. On one front, investigators have
posited that because the onset of depressive symptoms occurs
after the first evidence of motor impairment for many
patients, depression may be understood as a natural con-
seguence of being stricken by a chronic and severely
disabling disease (Mayeaux, 1982; Dakof & Mendelsohn, 1986).

Researchers supporting the position that depression in PD is

e et et e o A e - e e
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a reactive phenomenon also point to results of empirical
studies which have demonstrated that group psychotherapy
(Szekey, 1982) and placebo administration (Anderson, Aabro
Gulemann, Helmstead, & Pederson, 1980) can effectively
alleviate depressive symptoms in PD patients.

In contrast, comparison groups consisting of simi-
larly impaired individuals without PD have been used to
examine the extent to which depression goes beyond what could
be adequately explained as the consequence of a chronic
physical disability. Arguing against the notion of a
reactive depression, at least three independent research
investigations revealed that PD patients experience a greater
incidence of depression than age-matched controls with
various chronic illnesses and disabilities, such as spinal
cord and cerebrovascular disease, paraplegia, hemiplegia,
amputation, orthopaedic conditions, and a number of other
medical, surgical and gynecological illnesses (Horn, 1974;
Robins, 1976; Warburton, 1967). Empirical results indicating
that depressive symptomatology frequently precedes the onset
of motor signs has also been cited as support for depression
as an endogenous feature of PD (Robins 1976; Stern, Rosen, &
Leventhal, 1981; Santamaria, Tolosa, & Valles, 1986). Addi-
tionally, it is known that concomitants of the disease
include widespread changes in levels of neurotransmitters

implicated in biochemical models of depression--specifically,
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dopamine, noradrenaline, and 5-hydroxytryptamine (Scatton,
Javoy-Agid, Rouguier, Dubois, & Agid, 1983; Hornykiewicz,
1982). In support of an organic etiology of depression in
PD, Mayeaux and colleagues hypothesized that a subtype of PD
may be identified on the basis of a sighificant joint
reduction of serotonin and dopamine levels. Thus, these
researchers propose that the "loss of serotonin likely
represents a predisposition to depressive illness in PD and
may be related to the loss of dopamine" (Mayeaux, Stern,
Cote, & Williams, 1984). The presence of a common biological
substrate argues that depression is inherent to the neuro-
pathology of the disease.

The results of attempts to determine a parallel
relationship between level of depression and disease severity
have been fairly evenly divided. Support for the hypothesis
that depression is a secondary reaction to PD is seen in
studies demonstrating a significant correlation between
depression and disability (Gotham, Brown, & Marsden, 1986).
However, equally compelling evidence, suggesting an endo-
genous etiology, has revealed no significant relationship
between these factors (Celesia & Wanamaker, 1972; Horn, 1984;
Marsh & Markham, 1973; Mayeaux, Stern, & Cote, 1984).

Finally, the position that depressive symptoms of PD
result from the synergistic effects of many such factors is

held by yet another pool of investigators (Andersen et al.,
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1980). Research has not consistently supported this
position. Thus, as is repeatedly emphasized, critical
information regarding the nature of depression in PD is
effectively unknown. There is a need for systematic,
.well-controlled and designed investigations in this area.
Attempts to clarify and meaningfully interpret existing

results continue.

Depression in the Elderly

Prevalence, Prognosis and Treatment

Among the older adult population, depression is the
single most freguent psychiatric complaint (Gaitz, 1977;
Gurland, 1976). A recent summary of epidemiological studies
of depression ih persons above the age of 65 (Bliwise,
McCall, & Swan, 1987) reported prevalence rates of clinically
diagnosable depression ranging from a low of 1.6% (George,
Blazer, Winfield-Laird, Lear, & Eischbach, 1987) to a high of
5.7% (Romaniuk, McAuley, & Arling, 1983). Similarly, rates
for severe dysphoria ranged from 8.1% (Weissman & Myers,
1979) to 16.7% (Frerichs, Aneschensel, & Clark, 1981). This
variability in prevalence rates has been attributed to a
number of factors, including (1) inconsistent application and
choice of diagnostic criteria, (2) limitations of diagnostic
instruments to adequately assess depression in medically ill
and elderly populations, (3) overlap of depressive symptoms

with a variety of chronic illnesses, and (4) differences in
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sampling procedures. Such measurement imprecision and diag-
nostic confounds notwithstanding, depression is clearly a
primary mental health problem of the elderly.

Few longitudinal studies investigating the course of
late-1life depression have been published. However, the
majority of existing reports have revealed a relatively poor
prognosis for depression in the elderly, characterized by
frequent and prolonged relapses (see reviews by 2is &
Goodwin, 1979; Burvill, Stampfer, & Hall, 1986). For
example, in a 3-year follow-up study of 92 depressed elderly
inpatients, results indicated that only 26% of subjects
evidenced sustained recovery, compared to 37% who underwent a
recurrence with subsequent recovery, 25% who suffered
multiple recurrent episodes of depression, and 12% who evi-
denced no improvement throughout the evaluation period (Post,
1972). Similarly, 64 patients meeting DSM-III criteria for
Major Affective Disorder participated in a 6-24 month
follow-up study conducted by Magni, Palazzolo, and Bianchin
(1988). Results indicated that 31% of patients remained in
good health, whereas 69% were assessed as "“chronically
impaired" or underwent frequent relapses. Murphy, Smith,
Lindsay, & Slatery (1988) recently studied mortality rates in
124 depressed elderly patients compared to age and sex-
matched controls. They found that depressed patients

evidenced significantly higher 4-year mortality rates when
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the effect of physical illness was controlled. Murphy (1983)
examined the pattern of hospital admissions in patients over
age 65 with diagnoses of Major Affective Disorder and found
that 72% of female and 64% of male patients had records of
previous admissions within the past 3 years, and over 50% of
patients were readmitted within one year of a previous
episode. A similar pattern was reported by Jolley and Arie
(1976). In addition to these findings, the fact that the
highest suicide rate is found in the older adult population
(constituting approximately 20-25% of all successful sui-
cides) 1is often cited as evidence of poor prognosis of
depression in the elderly (Templer & Cappelletty, 1986).
| A number of significant methodological differences
and weaknesses exist among these studies (i.e., disparate
inclusion/exclusion criteria for subject selection,
diagnostic and assessment procedures, types of treatment,
length of follow-up period, quality and form of outcome
measures, and lack of appropriate control groups). Moreover,
the majority of studies have examined severely ill patients
and may thus have overstated the course of depression in this
population (Burvill, Stampfer, & Hall, 1986 ). Additional
research is needed to clarify the prognosis of late-life
depression.
By far, the most common treatment for depression in

the elderly is pharmacotherapy (Strauss & Solomon, 1983; Ford
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& Sbordone, 1980). However, concomitant with this treatment
of choice are a variety of potentially adverse side effects
(i.e., orthostatic hypotension, tachycardia, blurred vision),
decreased tolerance to tricyclic antidepressants, and
numerous chronic diseases to which antidepressant drugs are
contraindicative.

The learned helplessness concept, discussed in the
following section, has been proposed as highly relevant for
understanding negative affective states in the elderly
(Seligman, 1974). Many situations exist in which older
adults find themselves faced with limited resources. They
are known to be at greater risk for physical illness.
Financial constraints imposed by limited incomes often create
added stress and burden. Loss of social support is common,
either through death or relocation of families {(Stoudemire &
Blazer, 1985). Such situations and personal losses are often
perceived as uncontrollable, without acceptable resolution,
and are presumed to lead to feelings of helplessness and
hopelessness.

Unfortunately, the fields of psychological treatment
and research have not fully embraced the mental health
problems of the elderly. For example, a recent survey of

articles appearing in Behavior Therapy, the leading journal

of behavioral outcome research, revealed a total of three

published studies of older adult populations from 1967 to
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1980 (Steuer & Hammen, 1983). This number has actually
increased to four reports appearing over the past eight years
(1981-1989). Thus it appears tacit beliefs that treatment
efforts directed at the psychological problems of the elderly
are '"not worth the candle" (Freud, 1924) persist among con-
temporary society, and are evidenced by the relative paucity
of empirical research. Negativism toward older adults by
psychologists and psychiatrists (Ford & Sbordone, 1980;
Hoyer, Mishara, & Riebel, 1978; Steuer, 1982) has been cited
as a partial explanation for the lack of information regard-
ing psychiatric illness and treatment in late life. A
reluctance on the part of this patient population to seek
assistance for psychological problems (Myers, Kalayam, &
Mei-Tal, 1984), financial constraints imposed by limited
incomes, a general lack of available mental health services,
and reluctance on the part of general practitioners (who
typically are the first professional informed of the
patiént's condition) to refer patients to mental health
professionals further contribute to this unfortunate situa-
tion (Mann, Jenkins, & Belsey, 1981).

Nevertheless, the efficacy of cognitive and
cognitive-behavioral interventions, treating both affective
and behavioral dysfunctions in older adults, has been
repeatedly documented in published case studies (Goddard &

Carstensen, 1986; Steuer & Hammen, 1983), in reports of
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supervised treatments (Pinkston & Linsk, 1984), and in
controlled empirical investigations (Thompson, Gallagher, &
Breckenridge, 1987; Gallagher & Thompson, 1983; Steuer,
Mintz, Hammen, Hill, Jarvik, McCarley, Motoike, & Rosen,
1984; Fry, 1984). A review of the foundations of cognitive

approaches to the treatment of depression follows.

Cognitive Theories of Depression

Learned Helplessness

Founded in animal-learning research, Seligman and
colleagues conducted a series of systematic investigations of
what was to be known as the learned helplessness phenomenon
(Mair & Seligman, 1967; Overmier & Seligman, 1967). Re-
searchers in the original studies exposed one group of dogs
to inescapable shocks and found that these animals exhibited
several types of deficits when subsequently placed in a
shuttlebox where shocks could be readily avoided. These
deficits, which were not observed in dogs without prior
exposure to uncontrollable shocks, were classified into three
categories: deficits in motivation, in learning, and in
emotional responsivity. Thus, the experimental animals made
infrequent attempts to escape painful stimuli, typically
failed to initiate a second attempt even when a previous
attempt to escape was successful, and eventually responded to
the shocks passively. This constellation of deficits was

interpreted as evidence that the animals had learned, over
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repeated trials, that their responses (attempts to escape) in
the initial condition were ineffective in controlling out-
comes (shock administration) and that this learned response
generalized to the second, escapable condition.

Documented behavioral deficits, combined with
evidence of decreased norepinephrine levels in laboratory
animals, led to the formulation of the learned helplessness
model of depression. Parallel to the phenomenon described
above, Seligman proposed that individuals exposed to uncon-
trollable situations eventually come to believe that their
responses are independent of environmental outcomes. This
perception of uncontrollability then generalizes to new
situations, producing maladaptive behavior and low self-
efficacy expectations (Maier & Seligman, 1975). Moreover,
depression is maintained by "associative deficits" (i.e., an
inability to accurately assess response-outcome contingen-
cies) anddthe consequent perception of environmental events
as both aversive and uncontrollable.

Empirical support for the model was generated through
various experimental studies in which subjects were exposed
to inescapable aversive stimuli (electrical shocks, loud
noises) or asked to work on unsolvable problems. When
subjects were later exposed to similar, though controllable
situations (avoidable noise, shocks, or simple problems),

subjects reacted passively and failed to produce appropriate
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responses (Hiroto & Seligman, 1975; Roth & Kubal, 1975),
This same pattern of deficits was also observed in studies of
clinically depressed college students (Miller, Seligman, &
Kurlander, 1975; Klein & Seligman, 1976).

However, from this compelling hypothesis emerged a
glaring paradox: how is it that the depressive is intensely
burdened with feelings of guilt and self-blame, while simul-
taneously holding the intuitively counter belief that life's
events are hopelessly beyond control? This '"paradox in
depression" was first noted by Abramson & Sackeim (1977) and
later demonstrated in a laboratory study conducted by
Peterson (1979). Other important issues not adequately
explained within the original model (see review by Peterson &
Seligman, 1985) led to a reformulation of the learned help-
lessness paradigm by Abramson, Seligman, & Teasdale 1978.

Nested within an attributional framework (Weiner,
1971, 1975), the reformulated hypothesis asserxrts that people
actively search for causal explanations when confronted with
an uncontrollable event or situation. This process results
in attributions that facilitate judgments about the self and
others which are conceptualized as falling along three
dimensions: internal vs. external responsibility for the
problem, global vs. specific causes of the situation, and
perception of the event as stable vs. unstable (i.e., transi-

ent). Thus, the reformulated theory accounts for depres-
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sives' feelings of self-blame by proposing that depressives
view the cause of adverse events as internal, or a "defect of
character." The perception of events as stable is identified
as a major determinant of the chronicity of depression and
feelings of helplessness. Finally, global attributions,
which suggest that diverse factors create helplessness across
many situations, influences the pervasiveness and generaliza-
tion of helplessness. The authors cite several lines of
evidence in support of the reformulated theory, including
cross sectional studies (Peterson & Seligman, 1984; Peterson
& Villanova, 1984), longitudinal investigations (Peterson,
Nutter, & Seligman, 1982; Metalsky, Abramson, Seligman,
Sammel, & Peterson, 1982), and laboratory studies (McFarland
& Ross, 1982; Miller & Norman, 1981; Peterson & Seligman,
1981).

In all, tests of the reformulated model have yielded
inconsistent findings; results appear to be evenly divided
between supporting evidence found in laboratory studies and
disconfirming‘evidence derived from field investigations.
Most published reports have failed to support the assertion
that depressives make stable or global attributions for
negative outcomes (Hammen & Cochran, 1981; Manly McMahon,
Bradly, & Davidson, 1982). Results from investigations
examining the extent to which depressives attribute negative

events to internal causes have been inconclusive (see review
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by Wilner, 1985). Thus, although the model may explain self-
blame as a function of internal attributions, it does not
appear to adeyguately resolve the paradox of guilt and

depression.

Beck's Cognitive Theory of Depression

Beck's cognitive theory of depression (Beck, 1967,
1976; Beck, Rush, Shaw, & Emery, 1978) posits that negative
cognitions and biases are representative of a psychological
predisposition derived from traumatic early childhood
experiences of loss. In turn, these negative experiences
condition future responses to stress (Brown & Harris, 1978;
Lloyd, 1980) and forward the development of depressogenic
cognitive schemas. Consistent with a diathesis-stress model,
this schema remains dormant until the individual is exposed
to idiosyncratic stressors which render the person vulnerable
to the emergence of the depressive syndrome.

Not unlike the learned helplessness theory, Beck
maintained that depression arises as a consequence of per-
sistent cognitive distortions. Eventually such distortions,
which are both unrealistic and negatively toned, come to
dominate the depressive's thoughts and actions. Beck iden-
tified several types of errors made by depressed individuals
(e.g., selective abstraction, arbitrary inference, overgen-
eralization) which are explained as the product of faulty

information processing. As well, the term "negative triad"
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was used in reference to the depressive's tendency to unreal-
istically view and interpret the self, world, and future in a
systematically pessimistic manner.

The tenability of Beck's notion that depressives
adhere to pessimistic thouéhts associated with the negative
triad has received considerable empirical support. That
depressives view themselves as less worthy and capable than
non-depressives is evidenced by numerous correlational
studies examining the relationship between depression and
self-esteem (3ecker, 1979; Karoly & Ruehlman, 1983; Altman &
Wittenborn, 1980). Similarly, depressives' expectations
regarding the future tend to be more pessimistic (Minkoff,
Bergman, Beck, & Beck, 1973; Prociuk, Breen, & Lussier,
1978), as does their perceptions of personal experiences in
the world (Blatt, Wein, Chevron, & Quinlan, 1979; Gotlib,
1981).

Additional support for Beck's work has been found in
experimentally based investigations which allow for the
examination of causal relationships between cognition and
depression. To date, the most widespread method used in
these studies has been a mood-induction procedure developed
by Velton (1968) that requires subjects to produce various
mood states by imagining specific ranges of affect.
Manipulation of positive and negative thought content have

consistently produced expected mood-congruent responses on a
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variety of dependent measures. The adequacy of this method
has been challenged on the basis of its vulnerability to
demand characteristics (Polivy & Doyle, 1980; Buchwald,
Strack, & Coin, 1981), its effectiveness in inducing dysphor-
ic mood states has been supported by results demonstrating
behavioral manifestations of depression (Goodwin & Williams,
1983) and increased response latencies in memory tasks
(Teasdale & Fogarty, 1979). In addition, less obvious
manipulations designed to produce negative thoughts (e.g.,
failure feedback) have similarly resulted in increased
reports of dysphoric mood (Riskin, Rholes, & Effers, 1982;
Sherwood, Schroeder, Abrami, & Alden, 1981).

Evidence Refuting Cognitive Distortion
Models of Depression

The evidence that depressives' cognitions are more
pessimistic than normals' appears consensually indisputable.
What has not been clearly demonstrated, however, is the
process of systematic information distortion central to
cognitive theories of depression. Moreover, evidence emerg-
ing from a number of empirical studies directly contradicts
the assertion that depressives' cognition are a flawed,
imprecise reflection of reality.

Results compiled from various studies have indicated
that depressives do not differ from non-depressives on

measures of success expectancies (McNitt & Thornton, 1978;
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Miller & Seligman, 1973; Sacco & Hokanson, 1978; Smolen,
1978). Furthermore, support for the position that depres-
sives are actually more realistic than non-depressives has
been documented in studies investigating success expectancies
on skilled tasks (Lobita & Post, 1979) and chance tasks
(Terrell, Golin, Weitz, & Drost, 1979%9), in perception of
feedback (DeMonbruen & Graighea, 1977), and in making causal
attributions (Rizley, 1978; Alloy and Abramson, 1979, 1981,
1983). ‘

A recent article by Krantz (1985) examined the nature
of information available to depressives and posited that
negative cognitions may not be inconsistent with reality.
For example, evidence of depressives' social skill deficits
(Jacobson & Anderson, 1982; Lewinsohn, Mischel, Chaplin &
Barton, 1980, 1980; Libet & Lewinsohn, 1973) and poor ability
to engage in satisfying interpersonal interactions (Youngren
& Lewinsohn, 1980; Jacobson & Anderson, 1982) support the
position that depressives' negative assessment of their abil-
ity to competently function in such settings is reality-
based. In addition, the author cites numerous studies which
indicate that a greater number of stressful life events are
experienced by depressed, as compared to non-depressed,
individuals (Billings, Cronkite, & Moos, 1983) and thereby

concludes '"depressive cognition may be responsive to the







