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a b s t r a c t

This study examines the impact of several of the most common comorbid psychiatric disorders (i.e.,
generalized anxiety disorder (GAD); major depressive disorder (MDD); social phobia, and panic disorder)
on cognitive-behavioral therapy (CBT) response in adults with obsessive–compulsive disorder (OCD).
One hundred and forty-three adults with OCD (range = 18–79 years) received 14 sessions of weekly or
eywords:
bsessive–compulsive disorder
ognitive-behavioral therapy
omorbidity
reatment
epression

intensive CBT. Assessments were conducted before and after treatment. Primary outcomes included
scores on the Yale-Brown Obsessive–Compulsive Scale (Y-BOCS), response rates, and remission status.
Sixty-nine percent of participants met criteria for at least one comorbid diagnosis. Although baseline OCD
severity was slightly higher among individuals with OCD + MDD and OCD + GAD (in comparison to those
with OCD-only), neither the presence nor the number of pre-treatment comorbid disorders predicated
symptom severity, treatment response, remission, or clinically significant change rates at post-treatment.

BT fo
eneralized anxiety disorder These data suggest that C

Obsessive–compulsive disorder (OCD) is a debilitating psychi-
tric disorder with a lifetime prevalence rate of approximately
% (Crino, Slade, & Andrews, 2005; Horwath & Weissman, 2000).
ost affected individuals have a childhood onset (Samuels &
estadt, 1997) and, left untreated, symptoms tend to pursue a
hronic and deteriorating course (Eisen & Steketee, 1998). More-
ver, a diagnosis of OCD places individuals at an increased risk
or comorbid psychopathology by virtue of shared pathogenesis
Nestadt et al., 2001), commonalities in dysfunctional psycho-
ogical processes (e.g., cognitive appraisals; Morillo, Belloch, &
arcia-Soriano, 2007), and distress related to illness-associated

mpairment. Conditions such as tic disorders, mood disorders,
nxiety, ‘obsessive–compulsive spectrum disorders’ (e.g., body
ysmorphic disorder, trichotillomania, hypochondriasis), and per-

onality disorders commonly co-occur with OCD (Bienvenu et al.,
000; Chen & Dilsaver, 1995; Coffey et al., 1998; Nestadt et al., 2001;
amuels et al., 2000; Yaryura-Tobias et al., 2000). While there are
umerous comorbid conditions associated with OCD, depression is
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r OCD is robust to the presence of certain common Axis-I comorbidities.
© 2010 Elsevier Ltd. All rights reserved.

the most frequent comorbid presentation in adults with OCD (Pinto,
Mancebo, Eisen, Pagano, & Rasmussen, 2006).

Pharmacotherapy with serotonin reuptake inhibitors (SRIs) and
psychotherapy using cognitive-behavioral therapy (CBT), including
exposure and response prevention, are the treatments of choice for
treating OCD. Although both treatment modalities have demon-
strated efficacy among OCD patients (Abramowitz, 1997; Eddy,
Dutra, Bradley, & Westen, 2004), results from randomized placebo-
controlled trials (e.g., Foa et al., 2005) and meta-analytic studies
have confirmed that CBT has some advantages over medication
alone in terms of efficacy, durability after treatment withdrawal,
and safety (Abramowitz, Whiteside, & Deacon, 2005; Kobak, Greist,
Jefferson, Katzelnick, & Henk, 1998). There is a considerable body
of literature attesting to the effectiveness of CBT for OCD. A
recent, comprehensive meta-analysis of OCD treatment calculated
effect sizes for cognitive and behavioral interventions (includ-
ing exposure with response prevention) of 1.39–1.54 (Eddy et
al., 2004). Given these findings, the Expert Consensus Guidelines
(March, Frances, Carpenter, & Kahn, 1997) strongly recommend
that patients with OCD receive CBT alone or in combination with

SRI therapy as the first line treatment.

Despite efficacy of CBT, not all OCD patients respond to treat-
ment, with as few as 25% experiencing full recovery (Fisher &
Wells, 2005). Furthermore, approximately 25% of patients report-
edly either refuse CBT or terminate treatment prematurely for

http://www.sciencedirect.com/science/journal/08876185
mailto:estorch@health.usf.edu
dx.doi.org/10.1016/j.janxdis.2010.03.013
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arious reasons (e.g., lack of insight, difficulty engaging in expo-
ures; Keeley, Storch, Merlo, & Geffken, 2008; McDonald, Marks,

Blizzard, 1988). Dar and Greist (1992) proposed several factors
hat may explain a poor response to CBT including, the presence of
omorbid conditions, treatment noncompliance, and central ner-
ous system depressing medications (e.g., benzodiazepines) that
ay impact on the success of exposure tasks.
To date, little research has attended to the relationship of patient

ariables and psychotherapy outcome. Of particular interest to
he current investigation is the influence of psychiatric comor-
idity on CBT outcome in an adult sample of OCD patients. With
egard to the influence of comorbid depression on CBT response,
he results of previous research have produced somewhat mixed
ndings that, for the most part, suggest that comorbid depression

s associated with attenuated CBT response. Several studies have
ound that participants with comorbid depression responded less
avorably than those who were not depressed (Abramowitz & Foa,
000; Abramowitz, Franklin, Street, Kozak, & Foa, 2000; Cottreaux,
essy, Marks, Mollard, & Bouvard, 1993; Foa et al., 1983; Overbeek,

chruers, Vermetten, & Griez, 2002; Steketee, Chambless, & Tran,
001). For example, Abramowitz and Foa (2000) found that OCD
atients with comorbid major depressive disorder (MDD) who
nderwent a trial of CBT had significantly higher post-treatment
nd follow-up OCD severity scores than patients without MDD.
imilarly, Steketee et al. (2001) found that patients with comor-
id MDD fared worse on immediate and 6-month CBT outcome
han those with OCD alone. Among youth with OCD, Storch et
l. (2008) found that the presence of MDD negatively impacted
esponse and remission rates. In contrast however, a number of
tudies failed to find an association between depression and treat-
ent response (Foa, Kozak, Steketee, & McCarthy, 1992; O’Sullivan,
oshirvani, Marks, Montiero, & Lelliott, 1991; Orloff et al., 1994;
teketee, 1993; Zitterl et al., 2000). For example, Foa et al. (1992)
ound that depressed and non-depressed patients undergoing a
rial of CBT responded equally as well, with both groups benefiting
ubstantially from treatment.

Mixed findings have also emerged in pharmacological trials and
BT studies of OCD patients who present with other comorbid diag-
oses. With regard to the influence of concurrent anxiety disorders,
he results from one investigation suggested that the presence of
omorbid posttraumatic stress disorder (PTSD) adversely impacts
BT response (Gershuny, Baer, Jenike, Minichiello, & Wilhelm,
002). Similarly, Steketee et al. (2001) found that generalized anx-

ety disorder (GAD) predicted higher rates of dropout and poorer
utcome 6 months after CBT completion. In contrast, others have
ot found anxiety comorbidities to negatively effect treatment
esponse (Orloff et al., 1994; Steketee, Eisen, Dyck, Warshaw, &
asmussen, 1999). For example, Steketee et al. (1999) found that
either the type nor the number of anxiety diagnoses predicted CBT
utcome. Likewise, among children with OCD, Storch et al. (2008)
ound that the presence of an anxiety disorder did not impact CBT
esponse. Investigations into the effect of personality disorders on
reatment response have also been conflicting, with some studies
nding that they predict poorer outcome (AuBuchon & Malatesta,
994; Baer, Jenike, Black, & Treece, 1992; Minichiello, Baer, & Jenike,
987; Ravizza, Barzega, Bellino, Bogetto, & Maina, 1995), and other
tudies failing to find an association (Dreessen, Hoekstra, & Arntz,
997; Mavissakalian, Hamann, & Jones, 1990; Steketee et al., 1999,
001).

Overall, research to date examining the role of comorbidity on
reatment response in OCD has produced inconsistent findings. Fur-

hermore, of the published studies examining outcome, there is
imited data on the effect of comorbid psychiatric conditions in
erms of rates of clinical remission and clinically meaningful symp-
omatic change (i.e., clinically significant change). Extant studies
hat have examined the impact of comorbidity on CBT outcome
Disorders 24 (2010) 547–552

have been primarily confined to studies of comorbid depressive
disorders and/or only examine either symptom improvement or
response without attending to diagnostic remission. Additional
research is needed to clarify the possible impact of comorbidity
on CBT response, as this has significant clinical implications for
assessment and treatment planning. For example, if the presence
of comorbid depression is associated with attenuated response,
sequential pharmacotherapy and/or a trial of behavioral activation
(Lezuez, Hopko, & Hopko, 2001) to treat mood disturbance may be
beneficial before initiating CBT. Similarly, if elevated levels of GAD
are present, sequential pharmacotherapy and GAD-based cognitive
therapy may be indicated.

Objectives of this investigation are therefore twofold. First, we
sought to examine the influence of commonly occurring psychi-
atric comorbidity on post-treatment OCD-symptom severity. We
expected that the pre-treatment comorbidity would be predictive
of higher residual OCD symptoms following CBT. Second, we were
interested in studying the impact of specific, common comorbid
conditions on CBT response and remission rates as well as clinically
significant change. Although previous findings are inconsistent, the
extant data together with our clinical observations led us to expect
that CBT response would be attenuated in participants with comor-
bid MDD relative to those without comorbid MDD.

1. Method

1.1. Participants

One hundred and forty-three patients (male = 68, female = 75)
participated in this study across two sites. Enrollment sites included
two university-based OCD specialty centers, one in the South-
eastern United States and the other in South East Queensland,
Australia. Demographic variables (i.e., age, gender, ethnicity) and
clinical dimensions (i.e., symptom severity, comorbidity) did not
differ across recruitment sites. Inclusion criteria required that sub-
jects have a current primary diagnosis of OCD (as defined by the
DSM-IV-TR; American Psychiatric Association, 2000) for a dura-
tion of at least one year. Exclusion criteria included diagnosis of
schizophrenia or other psychotic disorders, active bipolar disor-
der, suicidality, abuse of alcohol or other illicit substance within
6 months, or a change in their psychotropic medication within 8
weeks of study enrollment. Participants ranged in age from 18 to 79
years old (M = 31.16, SD = 11.79). The vast majority of participants
identified as Caucasian (97%) and the rest of the sample consisted
of Black/African-decent (2%), Asian/Pacific Islander-decent (1%) and
other race/ethnicity (1%).

1.2. Measures

Anxiety Disorders Interview Schedule-4th Edition. (Brown, Barlow,
& Dinardo, 2004). The Anxiety Disorders Interview Schedule-4th
Edition (ADIS-IV) is a semi-structured clinical interview based on
DSM-IV diagnostic criteria. Although it was primarily designed for
diagnosing anxiety disorders, the ADIS-IV also allows for the diag-
nosis of other Axis-I disorders (e.g., major depressive disorder),
including the date of onset and degree of impairment. The disorder
that causes the most distress and functional impairment is consid-
ered to be the primary diagnosis, while secondary diagnoses are
assigned to other disorders that are present.

Yale-Brown Obsessive–Compulsive Scale. The Yale-Brown

Obsessive–Compulsive Scale (Y-BOCS; Goodman et al., 1989a;
Goodman et al., 1989b) is a 10-item semi-structured, clinician-
administered measure of obsession and compulsion severity.
Symptoms from the past week are rated on a 5-point Likert scale
ranging from 0 to 4, with higher scores corresponding to greater
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ymptom severity. Items pertaining to obsessions and compulsions
re summed to derive the Obsession and Compulsion Severity
cores. All items are summed to derive the Total Score. Internal
onsistency of the Total Severity Scale has been moderate to
xcellent (Goodman et al., 1989a; Woody, Steketee, & Chambless,
995), as has inter-rater reliability (Goodman et al., 1989a, Woody
t al., 1995). Total and subscale scores on the Y-BOCS have been
ignificantly correlated with other measures of OCD symptoms,
epression, and anxiety (Goodman et al., 1989b), and shows
xcellent treatment sensitivity (Foa et al., 2005).

Clinical Global Impression. The Clinical Global Impression scale
CGI-Severity and CGI-Improvement; Guy, 1976) consists of 7-point
linician ratings of symptom severity and improvement. Severity
atings (CGI-S) range from 0 (no illness) to 6 (extremely severe).
mprovement (CGI-I) ratings include the following: −3 (very much

orse), −2 (much worse), −1 (slightly worse), 0 (unchanged),
1 (slightly improved), +2 (much improved), and +3 (very much
mproved). This instrument has favorable psychometric properties
nd has been extensively used in treatment studies (e.g., Foa et al.,
005; Simpson et al., 2008).

Definition of response, remission, and clinically significant change.
onsistent with previous research (e.g., Bergeron et al., 2002; Foa
t al., 2005) the current study defined treatment response as a
ost-treatment CGI-Improvement score of “very much improved”
r “much improved”. Remission was defined as a severity rating on
he Y-BOCS Total Score 1-week post-treatment of ≤12 (Frank et al.,
991; Simpson, Huppert, Petkova, Foa, & Liebowitz, 2006). Criteria
or clinically significant change included a Y-BOCS reduction of 7
oints and a post-treatment Y-BOCS ≤ 16 (Bjorgvinsson et al., 2008;
hristensen & Mendoza, 1986; Goodman & Price, 1992; Jacobson,
ollette, & Revenstorf, 1984; Jacobson & Truax, 1991). Although
hese outcomes are related constructs, they may be differentially
ffected as a function of comorbid conditions. Thus, separate sets
f analyses were performed for response and remission rates and
linically significant change, respectively.

.3. Data analyses

Statistical analyses were performed using SPSS 17.0. Preliminary
nalyses explored descriptive information for the OCD sample with
nd without comorbid diagnoses. To assess the main hypotheses of
he study, the following analyses were conducted. First, one-way
nalyses of covariance (ANCOVA) were run to determine whether
ost-treatment Y-BOCS total and subscale scores depended upon
omorbidity status while controlling for baseline symptom sever-
ty. Second, chi-square analyses were run to determine whether
here were group differences on treatment response, remission,
nd clinically significant change depending upon comorbidity sta-
us. Given the small and unequal cell sizes, Fisher’s Exact Tests were
un to determine whether there were group differences on treat-
ent response status across different comorbidities. No statistical

orrection was employed for Type I error.

. Results

.1. Preliminary analyses

The overall sample consisted of 143 patients, 98 (69%) of who
et criteria for at least one comorbid psychiatric disorder. Comor-

id diagnoses included: GAD (n = 54; 38%), MDD (n = 44; 31%), social

hobia (SP; n = 42; 30%), and panic disorder (PD; n = 24; 17%). Other
omorbid conditions were present in varying degrees (e.g., PTSD;
pecific phobia; tic disorders) but not included in analyses given
heir low frequency. In addition to OCD, participants met criteria
or an average of 1.1 (SD = 1.0) additional DSM-IV Axis I conditions
Disorders 24 (2010) 547–552 549

(range = 0–4). Thirty-four percent met criteria for one additional
diagnosis, 25% for two additional diagnoses, 7% for three diagnoses,
and 2% met criteria for four diagnoses exclusive of OCD.

Descriptive clinical and demographic information for the OCD-
only (n = 45) and OCD plus comorbid diagnosis groups (n = 98) is
presented in Table 1. No differences were found between the OCD-
only and OCD plus comorbidity groups in terms of age, ethnicity
or gender ratio. However, the groups differed on baseline OCD
severity, such that subjects with OCD and any comorbid diagnoses
exhibited more severe OCD symptoms on the Y-BOCS Total Score,
F(1, 140) = 9.9, p = 0.002; the Y-BOCS Obsession Severity Score, F(1,
140) = 11.5, p < 0.001; and the Y-BOCS Compulsion Severity Score,
F(1, 140) = 5.6, p = 0.019 compared to subjects with OCD-only. This
difference was also reflected in baseline CGI-S, F(1, 141) = 5.0,
p = 0.016. With regard to specific comorbid conditions, those with
OCD + MDD had significantly higher scores on the Y-BOCS Obses-
sion Severity Score (at baseline) than did those with OCD-only (F(1,
140) = 8.2, p = 0.005); and those with OCD + GAD exhibited signif-
icantly more severe symptoms on the Y-BOCS Total Score (F(1,
140) = 21.6, p < 0.001); the Y-BOCS Obsession Severity Score (F(1,
140) = 17.0, p < 0.001); the Y-BOCS Compulsion Severity Score (F(1,
140) = 18.0, p < 0.001); and the CGI-S (F(1, 141) = 8.1, p = 0.005) than
did those with OCD-only.

2.2. OCD-symptom reduction

Controlling for baseline OCD severity using ANCOVA, partici-
pants with comorbidity (panic disorder, social phobia, generalized
anxiety disorder, and major depressive disorder) did not differ from
subjects with OCD-only in terms of reduction in Y-BOCS scores
(Total Score, Obsession Severity Score, or Compulsion Severity
Score). Data are presented in Table 2. Further, Spearman Rank-
Order Correlations indicate that post-treatment scores on the
Y-BOCS (total, obsessions, and compulsions severity scores) as well
as the CGI-I do not relate to the number of comorbid conditions. This
difference was not significant (�2(1) = 1.44, p = 0.23).

2.3. Treatment response, remission, and clinically significant
change by comorbid condition

Seventy-six percent of participants (regardless of comorbidity
status) were considered treatment responders based on CGI-I cri-
teria (see above). The mean reduction on the Y-BOCS Total Score
was 18.32 (SD = 6.64) points for responders, versus 4.64 (SD = 5.94)
for treatment non-responders. Eighty-two percent of participants
without a comorbid diagnosis (OCD-only) and 74% of participants
with a comorbid diagnosis were treatment responders. This differ-
ence was not statistically significant (�2(1) = 1.35, p = 0.30).

Forty-eight percent of all study participants (n = 68) were con-
sidered in-remission upon study completion (based on Y-BOCS
scores; Simpson et al., 2006). For remitters, the mean reduction on
the Y-BOCS Total Score was 21.06 (SD = 7.43); for the non-remitted
patients, the mean Y-BOCS reduction was 11.69 (SD = 7.46). Of the
42 participants with no comorbid diagnoses, 53% (n = 24) were
in remission. In the comorbid group, 45% (n = 44) were in remis-
sion. This difference was not statistically significant (�2(1) = 1.12,
p = 0.29).

Finally, 68% of participants overall met criteria for clinically sig-
nificant change. The mean reduction on the Y-BOCS Total Score
was 18.9 (SD = 7.0) points for subjects with clinically significant
change responders versus a mean of 7.2 for those who did not

achieve this status (SD = 6.6). Seventy-one percent of participants
without a comorbid diagnosis (OCD-only) and 67% of participants
with a comorbid diagnosis exhibited clinically significant change.
This difference also was not statistically significant (�2(1) = 0.21,
p = 0.64).
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Table 1
Baseline clinical characteristics of OCD patients with and without comorbid diagnoses. Data include mean (SD) unless otherwise specified.

Source OCD, n = 45 OCD + any comorbidity, n = 98 OCD + PD, n = 24 OCD + SP, n = 42 OCD + GAD ,n = 54 OCD + MDD, n = 44

Sex (male), n 26 42 11 21 25 23
Age 30.2 (14.6) 31.1 (10.1) 30.0 (10.0) 30.9 (11.4) 30.1 (11.1) 32.4 (10.0)
Y-BOCS obsessions 12.4 (3.7)a,b,c 14.4 (3.1)a 14.5 (3.2) 14.5 (3.6) 15.3 (2.8)b 13.3 (2.5)b

Y-BOCS compulsions 12.94 (3.8)a,b 14.1 (3.2)a 14.8 (3.0) 14.5 (3.5) 15.5 (2.7)b 14.2 (3.3)
Y-BOCS Total Score 25.3 (6.8)a,b 28.8 (5.8)a 29.3 (5.9) 28.9 (6.5) 30.8 (5.2)b 29.2 (5.3)
CGI-S 4.6 (.97)a,b 4.9 (.89)a 4.9 (.95) 4.9 (.87) 5.1 (.90)b 5.0 (.90)

Note: Y-BOCS, Yale-Brown Obsessive–Compulsive Scale; CGI-S, Clinical Global Impression Severity Scale; OCD, obsessive–compulsive disorder; PD, panic disorder; SP, social
phobia; GAD, generalized anxiety disorder; MDD, major depressive disorder. Matching superscripts indicate significant differences at the p = .05 level (minimum).

Table 2
Effect of baseline comorbidity status on post-treatment Y-BOCS scores.

Post-treatment
Y-BOCS Total

F-value p-value Post-treatment
Y-BOCS Obsessions

F-value p-value Post-treatment
Y-BOCS Compulsions

F-value p-value

Mean (SD) Mean (SD) Mean (SD)

OCD-only 11.7 (6.3) – – 5.8 (3.3) – – 5.9 (3.6) – –
OCD + any comorbidity 13.3 (8.3) 0.31 0.58 6.8 (4.2) 0.58 .45 6.5 (4.6) 0.08 0.77
OCD + PD 12.3 (8.52) 0.001 0.98 6.0 (4.0) 0.02 .90 6.2 (4.7) 0.004 0.95
OCD + SP 14.2 (8.8) 1.1 0.28 7.2 (4.2) 1.5 .27 6.9 (4.8) 0.68 0.41
OCD + GAD 12.4 (8.2) 0.002 0.88 6.3 (4.2) 0.01 .97 6.2 (4.6) 0.05 0.82
OCD + MDD 13.7 (7.9) 0.42 0.52 6.5 (3.9) 0.98 .33 6.5 (4.2) 0.04 0.84

Note: OCD, obsessive–compulsive disorder; PD, panic disorder; SP, social phobia; GAD, generalized anxiety disorder; MDD, major depressive disorder; Y-BOCS, Yale-Brown
Obsessive Compulsive Inventory.

Table 3
Percentage of individuals meeting responder or remission criteria based on the presence of comorbidity pre-treatment.

Responder Remitter Clinically Significant Change
Yes No Yes No Yes No

OCD-only 82.2% 17.8% 53.3% 46.7% 71.0% 29.0%
OCD + any comorbidity 73.5% 26.5% 44.9% 55.1% 67.0% 33.0%
OCD + PD 87.5% 12.5% 50.0% 50.0% 66.7% 33.3%
OCD + SP 71.4% 28.6% 38.1% 61.9% 71.4% 28.6%
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OCD + GAD 81.5% 18.5%
OCD + MDD 75.0% 25.0%

ote: OCD, obsessive–compulsive disorder; PD, panic disorder; SP, social phobia; G

Fisher’s Exact Tests revealed no differences in rates of response,
emission, or clinically significant change between subjects with
CD-only compared to participants with specific comorbid diag-
oses: panic disorder, social phobia, generalized anxiety disorder,
r major depressive disorder (see Table 3). Similarly, there were no
ifferences in response (�2(4) = 6.3, p = 0.17), remission (�2(4) = 6.1,
= 0.18) or clinically significant change (�2(4) = 5.9, p = 0.22) on the
asis of the number of baseline comorbidities.

. Discussion

While CBT is indicated as the first line treatment of choice for
CD, more information is needed about how comorbid diagnoses
ight impact outcome. Previous studies have examined the impact

f depressive disorders on response rates (e.g., Abramowitz et al.,
000); however, little data exists on symptom remission, which is
onsidered a practical indicator of change that corresponds with
mproved quality of life (Huppert, Simpson, Nissenson, Liebowitz,

Foa, 2009). The present study extends the literature by investi-
ating the impact of the presence and type of a number of comorbid
iagnoses on CBT response, remission, and clinically significant
hange rates. Overall, 69% of the current sample met criteria for
t least one comorbid diagnosis and, not surprisingly, participants
ith a comorbid diagnosis experienced more severe pre-treatment
ymptoms relative to those without a comorbid diagnosis.
Contrary to predictions and past results (e.g., Abramowitz & Foa,

000; Cottreaux et al., 1993), the presence of a comorbid diagno-
is was not associated with a statistically significant attenuated
reatment response. Seventy-four percent of participants with a
44.9% 55.1% 70.4% 29.6%
45.5% 54.5% 84.1% 15.9%

neralized anxiety disorder; MDD, major depressive disorder.

comorbidity were classified as treatment responders, while 82%
of participants with OCD alone responded to treatment. This is
similar to extant studies which found that neither the type nor
number of comorbid diagnoses impacted treatment outcome (Foa
et al., 1992; Steketee et al., 1999). Contrary to our hypothesis, the
presence of comorbid MDD (or any of three common co-occurring
anxiety disorders) did not influence treatment outcomes. Our clini-
cal observation suggests that many individuals experience reduced
depressive symptoms following successful OCD treatment, a find-
ing which has been replicated empirically (Barrett, Healy-Farrell, &
March, 2004). Taken together, these data suggest that the comor-
bid disorders examined in this study may not play a major role
in impacting response rates among CBT-seeking adults. Such find-
ings suggest that people with the comorbid disorders examined
within this study need not be excluded from CBT research stud-
ies. On balance, inclusion and exclusion criteria for our sample
limited the inclusion of certain comorbidities that could hinder
response such as bipolar disorder, schizophrenia-spectrum disor-
ders or substance abuse. It is quite likely – and consistent with our
clinical experiences – that these diagnoses would negatively impact
treatment response/remission. As well, it is possible that those par-
ticipants who were severely depressed or otherwise impacted by
their comorbid condition were less likely to present for treatment
thereby providing somewhat of a misrepresentation of the role of

such comorbid conditions in CBT outcome.

There are some limitations inherent to this study which should
be acknowledged. First, raters were aware that participants were
receiving treatment, and inter-rater reliability of the ADIS was
not measured. However, due to the post-hoc nature of the anal-
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ses, raters were not aware of the hypotheses of the present study
nd raters were trained to strict reliability standards as part of
heir preparation as independent evaluators for other studies. Sec-
nd, our sample was homogeneous in terms of ethnicity; thus,
esults may not be immediately generalizable. On balance, partic-
pants were recruited from two active treatment facilities located
n separate continents and thus are believed to reflect treatment
eeking adults. Third, assessments were made immediately follow-
ng treatment; it will be important to collect follow-up data to
etermine the duration of treatment effects and remission rates.
s a whole, the mental health field lacks data on ‘recovery’ or
xtended duration without relapse (Frank et al., 1991). Fourth, it
ill be important to examine remission rates of the comorbid diag-
oses when conducting future studies. Fifth, this study is unable
o examine the relationship of pre-treatment co-morbid symptom
everity (e.g., anxiety/depressive symptoms) and treatment out-
ome. Understanding these relations may be helpful in providing
dditional insight regarding prognostic indicators of CBT for OCD.
inally, this research focused on generally moderate levels of com-
only occurring comorbidities, and it does not address how other

iagnoses (e.g., psychosis, bipolar disorder, substance abuse, or Axis
I psychopathology) – or more severe levels of the presently studied
iagnoses – would affect CBT outcomes. Within these limitations,
hese data provide additional evidence that CBT is a robust and
ffective treatment for OCD and that the presence of a comorbid
iagnosis may did not negatively impact treatment response or
emission rates.
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