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Comorbidity of
Obsessive-Compulsive Disorder and Depression:
Prevalence, Symptom Severity, and Treatment Effect

Thea Overbeek, M.D.; Koen Schruers, M.D., Ph.D.;
Eric Vermetten, M.D.; and Eric Griez, M.D., Ph.D.

Background: The goal of this study was to
investigate the co-occurrence of-depressive disor-
ders in obsessive-compulsive disorder(©OCD) and
the effect of these disorders on combined pharma-
cologic and behavioral treatment for OCD:

Method: A retrospective chart analysis
was performed on baseline ratings of 120
OCD patients and posttreatment ratings of 72
of these patients. For depressive symptoms, the
Montgomery-Asberg Depression Rating Scale and
the Self-Rating Depression Scale were applied; for
obsessive-compulsive symptoms, the Yale-Brown
Obsessive Compulsive Scale and the Maudsley
Obsessive Compulsive Inventory were used; and
for general anxiety symptoms, the Self-Rating
Anxiety Scale, the Clinical Anxiety Scale, and
the State-Trait Anxiety Inventory were given.

Results: One third of the OCD patients
in our sample were found to be depressed.
Symptom severity on OCD symptoms at baseline
did not differ between depressed and nondepres-
sed OCD patients; on general anxiety symptoms,
the comorbid group was more severely affected.
Both depressed and nondepressed OCD patients
responded well to treatment, as reflected in assess-
ments for depressive, obsessive-compulsive, and
general anxiety symptoms. However, comorbid
depression had a negative effect on treatment:
depressed OCD patients showed less improvement
than nondepressed OCD patients on most scales.

Conclusion: Depression frequently accom-
panies OCD and appears to affect treatment out-
come negatively. While both groups of patients
improved with combination treatment, the OCD-
alone group had more improvement than the group
that had comorbid depression.
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‘ linical psychiatric conditions frequently show
overlap between different psychopathologies.

Clinical studies have demonstrated that different diag-
noses may coexist. A large number of epidemiologic stud-
ies’haye shown a relationship between anxiety disorders
and affective disorders.'” Anxiety disorders rarely exist in
isolation, with several studies reporting that over 90% of
individuals with anxiety disorders have a lifetime history
of other.psychiatric problems.” Comorbidity of any of the
anxiety disorders with depression is also very common:
panic disorder, with/or without agoraphobia, social pho-
bia, generalized anxiety disorder (GAD), and obsessive-
compulsive disorder (O€CD) display a higher than ex-
pected rate of co-occurrence with depressive disorders.*’
These studies give rise to speculations as to the etiology,
pathophysiology, psychopharmacology, and behavioral
treatment of both disorders. In the‘present study, we re-
port on the comorbidity of OCD and depression in an out-
patient population that was referred for treatment of
OCD.

The magnitude of the comorbidity reported«n the lit-
erature varies widely' and depends on methodology
(study design and experience of interviewers), samples
(community or treatment), and case definition (diagnostic
criteria and thresholds). The term comorbidity should be
used with caution and should be properly defined. How-
ever, in various studies, its use is often vague or errone-
ous. Maser and Cloninger® mention the large number
of definitions that are commonly used. Ideally, comor-
bidity should be restricted to disorders and syndromes but
is, in effect, also used to describe the co-occurrence of
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symptoms. Another erroneous use derives from the nature
of the current classification system in psychiatry. The
Diagnostic and Statistical Manual of Mental Disorders,
Fourth Edition (DSM-1V), is intentionally designed to
serve as a taxonomic instrument and therefore offers cri-
teria for inclusion and exclusion, but pathognomonic
signs in psychiatry are lacking, and a diagnosis is cumu-
latively made based on the presence of clusters of symp-
toms. Another confusing factor is the chronological
appearance of diseases, since comorbidity can be present
throughout a patient’s lifetime, at any time in the past, or
just at the moment that another disorder exists. Because
of the absence of a-theoretical basis in the classification
system, careful use“of DSM-IV is warranted in cases of
comorbidity.

The coexistence of more_than one psychiatric disorder
at a time can also have both theoretical and practical
implications. For example, theoretically, the high co-
occurrence of more than one psychiatric disease may sug-
gest shared pathogenic or genetic factors. If chronologi-
cal patterns occur at the same time, certain causal links
may be established or preventive action taken. Further-
more, practical clinical implications could bethat course
and response to treatment differ between patients with
one or more diagnoses. For example, it hasoften been
suggested that depressed panic disorder patients are more
resistant to treatment than patients with panic disorder
alone.®

To interpret prevalence rates of comorbid disorders;
individual prevalence rates are needed. For OCD these
figures have gradually grown over the years. For a long
time, OCD was thought to be quite rare since people
are apparently reluctant to request treatment due to fear
or shame.” Recent epidemiologic studies have shown a
6-month prevalence rate of OCD of approximately 1%'°
and a lifetime prevalence rate of 2% to 3%,>'"™" which
implies that OCD is much more common than formerly
suggested. The lifetime prevalence rate for depressive
disorders varies from about 8%" to 11.7%.

As reported in several studies,” depression is the
most frequent complication of OCD. Comorbidity rates
in reported studies vary widely, from 19% to 90%.'° This
is largely due to methodological and semantic differ-
ences. Within this wide range, however, most epidemio-
logic studies show that about one third of OCD patients
suffer from a lifetime depressive episode. In clinical
populations, comorbidity rates are increasing to about
two thirds.'” Rasmussen and Eisen’ found that one third
of OCD patients suffer from concurrent depression at
referral and two thirds suffer from lifetime depression. A
possible explanation for the discrepancy between clinical
and nonclinical studies may be that many OCD patients
seek help only when depressed, as suggested by Black
and Noyes."” As for chronology, it is reported that most
often the onset of OCD is before that of depression
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(38%), whereas transition from depression to OCD occurs
in only 11% of cases."

As noted earlier, the therapeutic implications of a co-
morbid depressive disorder in OCD are still poorly under-
stood. Comorbidity affects the outcome of behavioral ver-
sus pharmacotherapeutic interventions. For example, in
OCD, severe depression may worsen the prognosis for be-
havioral treatments, whereas most studies suggest that
pharmacologic treatment with selective serotonin reup-
take inhibitors (SSRIs) is equally effective for OCD with
or without concomitant depression.'®

To better understand the previously mentioned wide
range of reported comorbidity, to appreciate the lim-
itations of these studies, and to gain insight into questions
regarding the impact of treatment, we decided to conduct
the following study in our clinical sample of OCD pa-
tients. We investigated the prevalence of depressive dis-
order as a comorbid diagnosis in a sample of OCD
patients in our outpatient clinic, which specializes in anx-
iety disorders. Comorbidity was defined as the simulta-
neous coexistence of 2 syndromes (i.e., OCD and depres-
sive disorder according to the DSM-IV criteria, not only
the presence of subsyndromal symptoms). We also sought
to assess the influence of a comorbid depression on treat-
ment outcome for OCD.

Hypotheses were posed as follows: (1) as reported in
other studies, point prevalence of depressive disorder in
OCD will be in the range of 30% to 60%; (2) the presence
of a comorbid depression will be reflected in more severe
symptoms of OCD and, therefore, in higher scores on the
Maudsley Obsessive Compulsive Inventory (MOCI) and
the Yale-Brown Obsessive Compulsive Scale (Y-BOCS);
and (3) the effect of combined psychopharmacologic and
behavioral treatment for OCD will not differ between
depressed and nondepressed OCD patients.

METHOD

We performed a retrospective chart analysis. One hun-
dred twenty patients with DSM-IV2Axis I OCD as their
principal diagnosis were included for, baseline (preva-
lence and severity) assessments; for 72 patients, posttreat-
ment data were also available. Patients were referred for
treatment to the Academic Anxiety Center Maastricht,
the Netherlands, from 1995 through 1999. As part of
a standard protocol, all patients were evaluated by means
of a semistructured psychiatric interview, with special
emphasis on anxiety and affective spectrum symptoms.
A diagnosis was made according to DSM-IV criteria and
confirmed by 2 experienced psychiatrists. Patients also
received a physical examination and were additionally
evaluated by means of the following standardized
questionnaires and structured interviews: the Yale-Brown
Obsessive Compulsive Scale (Y-BOCS)'; the self-rating
Maudsley Obsessive Compulsive Inventory (MOCI)®;
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the Montgomery-Asberg Depression Rating Scale
(MADRS)?'; the Self-Rating Depression Scale (SDS)*;
the Clinical Anxiety Scale (CAS)*; the Self-Rating Anx-
iety Scale (SAS)*; and the State-Trait Anxiety Inventory,
state form (STAI-1).%

Patients were offered combined psychopharmacologic
and behavioral therapy treatment after the diagnostic
procedure was performed. Initially, in the first phase,
patients received pharmacotherapy, i.e., a prescription for
1 of the current SSRIs, in increasing dosages for 10 to 12
weeks (up 'to effective clinical doses or maximum daily
doses of 300 mg-of fluvoxamine, 60 mg of fluoxetine, or
60 mg of paroxetine), with a visit for a global clinical
assessment at our clinic every 2 to 4 weeks. In the second
phase, behavior therapy was added, based on exposure
and response-prevention<intervention. The duration of
the 2 phases was flexible, depending on individual clini-
cal progression. For example, some OCD patients ben-
efited from medication to such an extent that only a few
sessions of behavior therapy were needed to stabilize the
symptoms and to obtain satisfactory tesults, whereas
other patients were more complicated in the sense that
they needed more prolonged and sometimes’extensive
behavioral therapy. Discharge was planned, by mutual
agreement between patient, behavioral therapist, and psy-
chiatrist. At discharge, the initial psychopathologie rating
scales were repeated (posttreatment assessments).

Subjects

The data of 120 consecutive OCD patients referred
to our center from 1995 to 1999 were included in the
study for baseline ratings. For 72 patients, posttreatment
assessments were also available. Data from this group
were analyzed for treatment effect.

Patients were included if a diagnosis of OCD was
made as the principal diagnosis per DSM-IV Axis 1
criteria. Because of the nature of our clinic, even in
comorbid cases, the reason for referral was OCD. The
exclusion criterion for the present study was missing data
at baseline.

Analysis

All statistics were performed with Statistical Package
for the Social Sciences (SPSS-PC), version 10. Student
t test for independent samples was used to test differences
between depressed and nondepressed OCD subgroups at
baseline and after treatment. A t test for paired samples
was used to test differences before and after treatment for
the 72 completers. A chi-square test was applied to test
the proportion of males and females having a depressive
episode. Chi-square tests were also used to compare
the distribution of depressives in the group of completers
and noncompleters. Hypotheses regarding improvement
were analyzed using a multivariate analysis of variance
(MANOVA).
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RESULTS

Baseline Values

Demographics. The majority of the patients in the
study had been referred by their family practitioner; some
had been referred by psychiatrists. Of the 120 subjects we
assessed at baseline, 40 (33%) were male and 80 (67%)
were female. Nineteen (40%) of the 48 patients who were
assessed only at baseline were men, and 29 (60%) were
women (nonsignificant [NS]). Of the 72 patients who also
received a posttreatment assessment, 21 (29%) were men
and 51 (71%) were female (NS).

The mean + SD age of our 120 baseline subjects was
37.8 £ 12.1 years. The mean age of the women was
37.1 = 11.7 years; for the men it was 39.3 = 12.8 years
(NS). The depressed patients were 37.6 = 11.3 years of
age, and the nondepressed were 37.9 + 12.6 years of age
(NS). The mean age of the completers was 39.2 = 14.0
years, and that of the noncompleters was 37.0 = 10.7
years (NS).

Prevalence. To address our first hypothesis on the
prevalence of a comorbid depressive disorder, all 120
patients were considered. Of these 120 baseline patients
with OCD as the principal Axis I diagnosis, 44 patients
(37%) also met DSM-IV criteria for depressive disorder
at the time of referral (point prevalence). The distribution
in the group that had only 1 assessment was 19 (40%)
with comorbid depression and 29 (60%) without depres-
sion; in the posttreatment group, 25 patients (35%) were
depressed at baseline, whereas 47 patients (65%) were
not (chi-square, NS).

Notably, the gender distribution in the comorbid sub-
group, as well’as in the completer and noncompleter sub-
groups, was decidedly female. It appeared that (for all
120 baseline subjects) only a minority of male OCD pa-
tients suffered from eomorbid depression—only 6 (15%)
of 40 compared with 38 (48%) of 80 of the female OCD
patients (x> =12.12, p =.001).For the 72 completers,
only 2 of 21 men were depressed,.versus 23 of 51 women
(x* = 8.30, p = .006).

Severity. To answer the second ‘hypothesis on symp-
tom severity, we looked at the mean scores. for the 120
baseline subjects and at the subgroups of Completers and
noncompleters. Mean scores on baseline’ @assessment
scales are reported in Table 1. The severity of symptoms
at intake for all 120 patients differed for depressed and
nondepressed OCD patients on the general anxiety (CAS,
p<.001; SAS, p=.001; and STAI-1, p<.001) and
depression measures only (MADRS, p<.001; SDS,
p <.001), not for the specific OCD measurements (MOCI
[NS] and Y-BOCS [NS]). The severity of initial symp-
toms across the subgroups of completers and non-
completers differed only on the Y-BOCS (p =.035), with
the important finding that the noncompleters showed a
lower mean value. Within the group of depressed OCD
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Table 1. Baseline Scale Scores for Completers Versus Noncompleters Among Patients With Obsessive-Compulsive Disorder (OCD)

Completers (N = 72)

Noncompleters (N = 48)

Total (N = 120)

OCD With OCD Without OCD With OCD Without OCD With OCD Without
Depression Depression Depression Depression Depression Depression
(N =25) (N =47) (N=19) (N =29) (N =44) (N =76)

Scale (range) Mean SD Mean SD Mean SD Mean SD Mean SD Mean SD
MADRS (0-60) 21.0 113 11.9 6.8 230 7.1 9.5 7.1 219 9.6 11.0 7.0
SDS (20-80) 582 9.0 499 94 582 6.0 46.4  10.6 582 7.8 48.6 9.9
MOCI (0-34) 185 6.9 19.8 49 190 63 16,6 7.2 18.7 6.6 186 6.0
Y-BOCS (0-40) 327 6.6 31.8 5.8 309 7.1 274 7.0 31.8 6.8 302 6.6
STAI-1 (20-80) 62.3 115 52.8 125 60.5 11.6 48.7 153 61.5 11.5 51.2 137
CAS (0-24) 123 4.6 89 48 152 59 7.1 49 136 5.4 82 49
SAS (20-80) 493 9.1 455 95 511 7.1 413 9.1 50.1 83 439 95

Abbreviations: CAS = Clinical Anxiety Scale, MADRS = Montgomery-Asberg Depression Rating Scale, MOCI = Maudsley Obsessive Compulsive
Inventory, SAS = Self-Rating Anxiety Scale, SDS = Self-Rating Depression Scale, STAI-1 = State-Trait Anxiety Inventory, Y-BOCS = Yale-Brown

Obsessive CompulsiveScale.

Table 2. Treatment Effect in Completers (N = 72)

OCD With Depression OCD Without Depression
(N =25) (N =47) MANOVA (p Value)

Baseline Posttreatment Baseline Posttreatment Time by
Scale (range) Mean SD Mean ( SD Mean SD Mean SD Posttreatment Time Group Group
MADRS (0-60) 21.0 113 64 7.8 11.9 6.8 37 44 NS <.001 .002 .029
SDS (20-80) 582 9.0 4520 11.1 499 94 366 94 .001 <.001 <.001 NS
MOCT (0-34) 185 6.9 132 <7.0 19.8 49 81 6.8 .004 <.001 NS .002
Y-BOCS (0-40) 3277 6.6 149 105 31.8 5.8 92 6.6 .022 <.001 NS NS
STAI-1 (20-80) 623 115 457 149 528 2.5 36.1 11.8 .004 <.001 <.001 NS
CAS (0-24) 123 46 50 44 89,48 43 58 NS <.001 NS NS
SAS (20-80) 493 9.1 40.8 94 4555 9.5 326 74 <.001 <.001 .003 NS

Abbreviations: CAS = Clinical Anxiety Scale, MADRS = Montgomery-Asberg Depression Rating Scale, MANOVA = multivariate analysis of
variance, MOCI = Maudsley Obsessive Compulsive Inventory, NS = nonsignificant, SAS = Self-Rating Anxiety Scale, SDS = Self-Rating
Depression Scale, STAI-1 = State-Trait Anxiety Inventory, Y-BOCS = Yale<Brown Obsessive Compulsive Scale.

patients, there were no differences on assessments be-
tween completers and noncompleters. Interestingly, how-
ever, within the nondepressed OCD patient group, it was
the completers who had significantly higher scores on the
Y-BOCS (p =.017) and MOCI (p = .049).

Posttreatment Values

To test the third hypothesis on treatment effect, the
data of the 72 completers were analyzed (Table 2).
Mean + SD treatment duration did not differ significantly
between the groups: depressed OCD patients were dis-
charged after 29 + 9 weeks, and nondepressed patients
after 28 = 13 weeks (NS). Although the mean scores on
the MADRS (Figure 1) were not significantly worse for
the depressed patients compared with the nondepressed
patients posttreatment, on the SDS (Figure 2), the for-
merly depressed patients still showed significantly more
severe (p=.001) symptoms. Posttreatment scores on
the Y-BOCS (p =.02) (Figure 3) and MOCI (p =.004)
(Figure 4) were worse for the depressed OCD patients,
although on these scales depressed and nondepressed pa-
tients were equally affected at baseline. Also, symptoms
on 2 of the 3 general anxiety measures (SAS, p <.001;
STAI-1, p = .004) were worse for the depressed OCD pa-
tients (Table 2).
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Treatment Effect

Treatment proved to be effective on all measures (Table
2). Paired-sample t tests showed significantly lower mean
scores on_the pesttreatment assessments (p < .001). The
repeated-measures MANOVA also revealed significant
time effect on’ all “measures for both depressed and
nondepressed OCD patients. Differences between the
depressed and nondepressed groups were statistically sig-
nificant for measures on the MADRS, SDS, STAI-1, and
SAS, but not statistically significant on the CAS, MOCI,
and Y-BOCS (p values in Table'2):, MANOVA tests
showed a significant time-by-group interaction effect on
the MADRS and the MOCI, suggesting that noendepressed
patients improved significantly more than depressed ones
on these scales. For the other measurements, there were no
significant interaction effects. Thus, on these scales, both
subgroups improved to a similar extent.

DISCUSSION

As for our first hypothesis, which defined comorbidity
as coexistence of 2 separately defined psychiatric disor-
ders according to full DSM-IV criteria, we found a point
prevalence of depressive disorder of 37% in our clinical
sample of OCD patients. This was well within the range
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Figure 1. Mean MADRS Scores at Baseline and
Posttreatment for Depressed (N = 25) and
Nondepressed (N = 47) OCD Patients
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Abbreviations: MADRS = Montgomery-Asberg Depression Rating
Scale, NS = nonsignificant, OCD = obsessive-compulsive disorder.

Figure 3. Mean Y-BOCS Scores at Baseline and
Posttreatment for Depressed (N = 25) and
Nondepressed (N = 47) OCD Patients
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Abbreviations: NS = nonsignificant, OCD = obsessive-compulsive
disorder, Y-BOCS = Yale-Brown Obsessive Compulsive Scale.

Figure 2. Mean SDS Scores at Baseline and Posttreatment for
Depressed (N = 25) and Nondepressed (N-=47) OCD Patients
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Figure 4. Mean MOCI Scores at Baseline and Posttreatment
for Depressed (N = 25) and Nondepressed (N = 47)
OCD Patients

30 A-B:

7] o
W M
20 ] i

A B c D
Baseline~ Posttreatment Baseline Posttreatment

Mean"MOCI Scores

Depressed Nondepressed

Abbreviations: MOCI = Maudsley Obsessive Compulsive Inventory,
NS = nonsignificant, OCD ='obsessive-compulsive disorder.

we expected on the basis of earlier cited clinical stud-
ies.'>? However, it did not support the assumption that the
majority of OCD patients only seek help when depressed,
since 37% is not much higher than most population-based
epidemiologic studies'” have reported for concurrent
depression. The mean MADRS score for the total group
of depressed OCD patients in the present study appeared
rather low (mean+SD = 21.9+9.6), reflecting de-
pressive disorder of only moderate severity. Moderate
depression would seldom be a reason to seek help, since
depressive symptoms are easily accepted as a rather nor-
mal reaction to impairment by OCD, whereas severe lev-
els of depression interfere more with daily life and affect
the quality of life to a greater extent.

It was interesting to find that there was a significant
difference in gender distribution in relation to comorbid
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depression. There were more feémales with comorbid
OCD and depression in the ratio of 3:2:1 in our sample.
This was higher than the known (epidemiologic) ratio of
2:1 female:male ratio for depressive disorder alone.
A higher ratio for depression in OCD has, to/our knowl-
edge, not been reported in other clinical studies and
should be interpreted with caution. In the first place, there
are reported general differences in treatment-seeking be-
havior between males and females. Secondly, few studies
report on gender differences in OCD in relation to depres-
sive disorder, and in these the additional risk for females
did not exceed the reported epidemiologic gender distri-
bution for depressive disorder. Female relatives of OCD
patients seem to have a higher risk of developing depres-
sive disorder (but not OCD) than male relatives.”” Another
study by Castle et al.?® explicitly addressed gender differ-
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ences in OCD and found that more female OCD patients
were taking antidepressant medication or had a past his-
tory of treatment for a depression than male OCD pa-
tients, but the distribution was in line with the gender ratio
for depression alone.

Our second hypothesis, that OCD patients with comor-
bid depression tend to show more severe symptomatology
than nondepressed OCD patients, could not be confirmed
for scores on the specific OCD rating scales Y-BOCS
and MOCI. Depressed patients, however, did show more
severe symptoms on the general anxiety scales CAS,
SAS, and STAI-1.-Unfortunately, these scales are known
to measure not only- specific symptoms of anxiety disor-
ders but also nonspecific feelings of stress and show over-
lap with depressivé symptoms.” As could be expected,
the specific depression assessments MADRS and SDS
showed significantly higher“scores for the depressed
patients. So, the most interesting finding regarding symp-
tom severity was that baseline values of the specific OCD
rating scales MOCI and Y-BOCS did not differ signifi-
cantly between depressed and nondepressed OCD pa-
tients. There are at least 2 possible explanations. for this.
The first possibility is that OCD and depressive-disorder
are 2 separate diagnostic entities,*® and thus no correlation
between depression and OCD scales would be expected.
A second explanation could be that the scores”on the
MOCI and Y-BOCS in our sample were quite high'from
the start, so there was not much room for significant vari-
ation (ceiling effect) and presumably more suffering could
be reflected only in the other, more general anxiety-
related scales. In any case, with regard to symptom se-
verity, we can conclude that comorbid, depressed OCD
patients showed more severe (general) anxiety and de-
pressive symptoms than nondepressed OCD patients, but
their baseline level of OCD symptoms was the same.

As for the third hypothesis on treatment effect, we
were able to confirm that both depressed and nondepres-
sed OCD patients profit from the combined treatment
offered for OCD. Both groups improved significantly dur-
ing therapy with a reduction of more than 50% on initial
scores on the MADRS, Y-BOCS, and CAS. The scores on
the SDS, MOCI, STAI-1, and SAS also showed signifi-
cant decreases of between 25% and 50%. It is interesting
to note that the measurements that show the best improve-
ment are investigator-rated scales, whereas the self-rating
instruments show a smaller range of improvement. The
phenomenon that clinician-scored measures often show
more improvement than do the self-administered ques-
tionnaires has been described before.’'

Although the baseline scores for the depressed sub-
group did not differ on the OCD measures, after treatment
the depressed OCD patients scored significantly higher on
the Y-BOCS and MOCT than did the nondepressed OCD
patients, reflecting more remaining symptoms. Also, on
the general self-report anxiety scales SAS and STAI-1,
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after treatment the depressed patients still had higher
symptom severity than the nondepressed ones. This find-
ing, that the residual scores on several scales posttreat-
ment were higher for the depressed subgroup, did point
to the fact that a combined occurrence of obsessive-
compulsive and affective symptoms showed more re-
sistance to treatment or complicated treatment. Treat-
ment duration, however, was similar in both groups.

The frequent co-occurrence of depression in OCD has
formerly led to hypotheses about OCD being an affective
variant.*”? This is partly supported by the therapeutic ben-
efit of antidepressant agents for OCD.* Initial studies
mention that levels of depression at the outset are impor-
tant for the final outcome.* However, later meta-analytic
studies have shown that the beneficial effects of antide-
pressants such as clomipramine and of SSRIs on OCD
symptoms are unrelated to the presence of depressive
symptoms,'****3 which again undermines this hypothesis
and implies another relationship between the 2 disorders.
Hollander et al.*® state that depressive symptoms inter-
fere with the response to both psychopharmacologic and
behavioral treatments of OCD. Also, Foa® reported be-
havioral therapy outcome to be negatively influenced by
the presence of (severe) depressive disorder.

Montgomery™ argues that depression seen in OCD
should be regarded as part of OCD and not as a separate
disorder of major depression, for depressive symptoms
in OCD can, in his view, be expected to respond only
to ‘effective antiobsessional treatments and not to nor-
adrenergic antidepressive agents. Delgado and Moreno™
emphasize the different etiology and pathophysiology
of OCD and depression, as implicated by tryptophan
depletion studies and neuroimaging. Although there may
be some’ shared-elements or contributions of neural net-
works, there is no_complete overlap. One may generally
conclude from.these/pharmacologic, depletion, and im-
aging data that, although‘linked, OCD and major depres-
sion are 2 different psychopathologic entities that, if
diagnosed carefully, require different therapeutic strate-
gies. These data support the notion that it is more difficult
to treat 2 psychiatric disorders at a'time than 1. This is
partly confirmed by the present study, as)more severe
symptoms remained in the initially depressed patient
group than in the nondepressed group.

Some shortcomings of this study must be mentioned.
First, the nature of the study imposed restrictions on
the interpretation of our findings, as retrospective studies
always do, even though we used a semistructured inter-
view and DSM-IV criteria and always required diag-
nostic agreement from 2 clinicians. Second, as described
above, some of our rating instruments were self-rated
scales and, as such, they were more liable to subjective
interpretation and were less reliable. Third, we had post-
treatment data on only 72 of the 120 patients we exam-
ined at baseline. We were unable to trace all subjects for
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various reasons. Patients sometimes ended their therapy
prematurely if there was no clear or rapid effect; others
were doing well after treatment and did not show up for
posttreatment assessments. What we do know, however, is
that the demographics and clinical values at baseline did
not differ between the group of completers and the pa-
tients we assessed only at baseline. Thus, it was not spe-
cifically the most depressed or severely ill patients who
were lost to follow-up; on the contrary, for example,
within the nondepressed subgroup, the completers showed
more severe symptoms at baseline assessments.

At the same~time, one should see the above short-
comings in relation-to the strengths of this study, which
are the clear-cut definition of comorbidity and its natural-
istic nature. Defining comorbidity as current, coexisting
DSM-IV—defined syndromes is one of the most reliable
assessments of comorbid conditions. Patients’ reports of
past lifetime events have never been proven to be very re-
liable; the only way to counter this is to'do longitudinal re-
search on large patient groups, and this design has its own
drawbacks. An advantage of naturalisti¢ studies like this
one is, in our opinion, that the results are directly derived
from general clinical practice, which is relevant for pa-
tients in the clinical setting. Diagnosing comorbid/condi-
tions is of great importance since they obviously have an
impact on treatment outcome.

Drug names: clomipramine (Anafranil), fluoxetine (Prozac and others),
fluvoxamine (Luvox and others), paroxetine (Paxil).
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