
Cognitive-behavioral group therapy for
obsessive–compulsive disorder: a 1-year
follow-up

Introduction

Obsessive–compulsive disorder (OCD) is a chronic
disorder with symptoms that rarely remit sponta-
neously (1, 2). In a naturalistic study that followed
144 OCD patients for 40 years, it was found that
only 20% of these patients met criteria for remis-
sion (3). In another prospective study, the estima-
ted probability for full remission in patients with
OCD at the 2-year follow-up evaluation was only
12% (4).
Although the effectiveness of acute treatments

for OCD is well established, it is still not known
whether the results are maintained over time (5, 6).
Eighty percent of patients relapse at 2 to 4 months
after discontinuing anti-obsessional medication (7),
and the maintenance of drug therapy seems to
prevent relapses, especially if high doses are taken

for a long time (8). Moreover, relapses are less
frequent and occur later when patients are treated
with exposure and response prevention (ERP) in
comparison to drug therapy (9–11).
Cognitive-behavioral group therapy (CBGT) is a

cost-effective treatment alternative for OCD with
further benefits (12, 13). It is not known, however,
whether the response of this modality of treatment
is maintained for a long period of time and which
factors are associated with favorable outcomes.
Several clinical features and predictors have been
associated with short and long-term outcome in
OCD patients treated with ERP, cognitive-behavi-
oral therapy (CBT) and medications. Age at onset
of the OCD symptoms (14, 15), severity of the
symptoms at baseline (16–20), duration of the
disease (17, 18, 20–22), and the intensity of
overvalued ideas (23–25) were studied as predictors
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predictors for non-relapsing.
Conclusion: The CBGT is an effective treatment for OCD and its
results are maintained for 1 year. However, further long-term
randomized controlled trials are needed in order to confirm this
finding.
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of the outcome in the short-term. In the long-term,
a fast response to treatment (26) and intensity of
improvement (11, 19) were associated with the
maintenance of therapeutic benefits. However, a
high relapse rate was observed following the
discontinuation of anti-obsessional drugs (7). Pre-
vention of relapses with the continued use of anti-
obsessional drugs was found in one study which
suggested that patients receiving fluoxetine had
numerically lower relapse rates compared with
those receiving placebo, although the difference
was not significant (8). In another study, O’Sulli-
van et al. (11) found that although clomipramine
was no better than placebo in long-term outcomes,
exposure therapy and compliance to the exposure
therapy homework were associated with better
outcomes.

Aims of the study

To investigate whether the reduction of the
severity of OCD symptoms obtained with 12
sessions of CBGT would be kept for a 1-year
period. It was also evaluated whether the clinical
features most consistently demonstrated in the
literature such as the age of OCD onset, severity
of the symptoms, intensity of overvalued ideas at
baseline, intensity of symptoms reduction, com-
orbidities and full remission at the end of treat-
ment could be associated with relapses and better
outcomes.

Material and Methods

Subjects

Patients from the Anxiety Disorders Program of
the Hospital de Clı́nicas de Porto Alegre (HCPA)
who were diagnosed with OCD according to the
DSM-IV were selected to participate in CBGT.
To be included in the study, patients should be
aged between 18 and 65 years; have scores ‡16 on
the Yale-Brown obsessive–compulsive scale (Y-
BOCS); and, if in use of anti-obsessive drugs, they
had to have been taking adequate and stable
doses of these medications for at least 3 months.
Sixty-five patients were initially evaluated and 18
were excluded for different reasons: depression
with suicidal risk (n¼ 2), OCD initiated after
traumatic brain injury (n¼ 1), severe social
phobia (n¼ 2), mental retardation (n¼ 1), severe
anorexia nervosa (n¼ 1), severe personality disor-
ders (n¼ 2), or a score <16 on the Y-BOCS (n ¼
3). In addition, six patients, although suitable,
refused treatment. The Ethics Committee of the
HCPA approved the research and all participants

signed the written informed consent before enter-
ing the study (12).
Forty-four patients completed the CBGT based

on a manual, from October 2000 through October
2001. The patients were treated in one of six groups
(with a mean of seven patients per group) offering
12-sessions of treatment over 3 months provided
by two therapists, both with an experience of at
least 5 years in CBT.
Of the 44 patients that completed the 12 weekly

protocols, 42 were evaluated during the follow-up
period. Two patients were excluded: one was lost
during follow-up and the other refused follow-up
evaluation.

Methods

The patients were initially evaluated through a
clinical interview by an experienced psychiatrist
and the Mini International Neuropsychiatric Inter-
view (MINI) (27, 28) was used to confirm the OCD
diagnosis and to assess the presence of comorbidi-
ties. The ICD-10 Research Criteria was used for
excluding severe personality disorders. The over-
valued ideas scale (OIS) (23) was used at baseline in
order to evaluate the intensity and fixidity of beliefs
subjacent to OCD symptoms. Ten analog subscales
with 10 points each compose this scale. The
Y-BOCS (29) and the clinical global impression
(CGI) (30) were used for assessing the severity of
OCD symptoms at the end of CBGT and at 3, 6
and 12 month post-treatment. The Y-BOCS is
comprised of 10 items with scores from 0 to 4, with
five questions for obsessions and five for compul-
sions, and a maximum of 40 points. The CGI range
is 1–7, comprising minimal to very severe OCD
symptoms. In the follow-up period, the patients
were evaluated by two independent evaluators,
who did not participate in the CBGT sessions.
The group of patients that improved with CBGT

(reduction ‡35%on theY-BOCS)was evaluated for
maintenance of therapeutic response and relapse at
3, 6 and 12 months after the end of the treatment. It
was considered a case of maintenance of therapeutic
response when the patient had no changes on the
Y-BOCS or on the CGI, and a case of relapse when
the patient that had improved with the therapy had
an increase ‡35% on the Y-BOCS and CGI > 2
during the follow-up period. Additional treatment
was offered to the patients that relapsed.
Full remission was considered to have been

achieved when the patient presented a score <8 on
the Y-BOCS (4) and CGI < 2; and partial
remission when there was a reduction ‡35% on
the Y-BOCS, but the total score on this scale was
‡8 and CGI ¼ 2.
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Statistical analysis

The maintenance of therapeutic gains was assessed
by comparing the Y-BOCS and the CGI scores at
four different moments: at the end of the treat-
ment, and then at 3, 6, and 12 months after it,
using repeated measures MANOVA. These tests
were complemented by presentation of within-
group effect sizes:

Cohen’s d : ES ¼ M1 �M2=
p
SD2

1

þ SD2
2 � 2� r� SD1 � SD2

The estimated distribution of relapses over time
was calculated using a Kaplan–Meier curve. The
log-rank test was used to observe the influence on
the relapse rate of the following dichotomized
factors: intensity of improvement, full remission,
age at onset of the symptoms, symptom severity
and intensity of overvalued ideas prior to the
beginning of the treatment. The Fisher’s exact test
was used to evaluate the association between
comobidities and the relapse rates. The statistical
analysis was carried out using the SPSS software,
Version 10.0. The results were considered signifi-
cant when P< 0.05.

Results

The sample included 42 subjects: 26 (61.9%)
women and 16 (38.1%) men. The mean age was
36.8 years (±13.2), the mean duration of the
disease was 21.5 years (±11.6) and the mean age
of the patients at OCD onset was 14.8 years
(±6.9).
The majority of our sample (81%) had at least

one comorbidity, 50% of our patients had two
comorbidities and 31% had three psychiatric
disorders diagnosed in Axis I. Twenty-six patients
(61.9%) had comorbidity with anxiety disorders
(panic disorder, agoraphobia, social anxiety disor-
der, pos-traumatic stress disorder and generalized
anxiety disorder); 22 (52.4%) had comorbidity
with a depressive disorder (major depression and
disthimia); 15 (35.7%) had comorbidity with
depressive and anxiety disorders, and seven
(16.7%) presented other comorbidities such as
eating disorders (anorexia nervosa and bulimia
nervosa), impulse control disorders and tic disor-
ders. Only eight patients (19%) did not present any
comorbidity.
Seventeen (40.5%) patients were on pharmaco-

logical treatment for a long time (mean 12 years).
Clomipramine was used in four patients (75–
250 mg/day, mean ¼ 175 mg/day), fluoxetine was
used in nine patients (20–80 mg/day, mean ¼

45 mg/day), sertraline in one patient (100 mg/day)
and paroxetine in one patient (60 mg/day). The
combination of clomipramine (75 mg/day) and
paroxetine (20 mg/day) was used in one patient
and the other one was on clomipramine (75 mg/
day) and fluoxetine (60 mg/day). After 1 year, 15
patients (35.7%) were still on pharmacological
treatment. Six patients discontinued the use of
medication and the others maintained the same
dose of medication during the follow-up period. Of
the patients that were not initially on medication,
four started using one of the above-mentioned
medications during the 1-year period (paroxetine
20 mg/day in one patient and the others started on
fluoxetine 20–40 mg/day). Of the patients that
relapsed, six sought additional CBT treatment.

Maintenance of therapeutic gains

The mean Y-BOCS score before CBGT was 25.6
(±5.29). After the acute treatment the mean score
decreased to 13.2 (±7.42), and 31 (73%) patients
were considered to have improved. This number
increased to 32 (76%) 1 year after the treatment.
The mean reduction in the scale rating scores was
48.4% at the end of the treatment and 54.5%
12 months later. However, 26.2% of our patients
did not improve with the acute treatment or during
the follow-up period.
Repeated measures MANOVA showed no sig-

nificant difference on the Y-BOCS (F3,123 ¼ 1.44;
P ¼ 0.244) or on the CGI (F3,123 ¼ 0.257; P ¼
0.799) scores at 3, 6 and 12 months. The reduction
in Y-BOCS scores and in CGI scores observed at
the end of the treatment was maintained in the
follow-up period as well as the calculated effect
sizes (Table 1).

Full remission

At the end of the CBGT, nine (21%) patients
showed full remission (Y-BOCS £ 8 andCGI < 2).
During the follow-up period 16 (38%) patients met
these criteria for full remission (Table 2).

Relapses

We studied the relapse rates in the subsample of 31
patients that had improved with therapy. Three
months after finishing CBGT, 3 (9.7%) patients
relapsed, four patients relapsed at 6 months
(12.9%), and at 12 months four (12.9%) other
patients relapsed. Therefore, in the follow-up
period 11 patients (35.5%) relapsed. The estimated
relapse distribution over 1 year was illustrated
using the Kaplan–Meier survival curve (Fig. 1).
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Predictors of relapses

For analysis of the influence of different factors on
relapse rates, the group of patients that improved
with treatment (n¼ 31) was dichotomized, using the
mean values of the following parameters as criteria:
intensity of improvement (reduction in Y-BOCS
‡54.5% ¼ more responsive OCD; reduction in
Y-BOCS < 54.5% ¼ less responsive OCD); inten-
sity of overvalued ideas (IS ‡ 59 ¼ more severe
overvalued ideas; IS < 59 ¼ less severe overvalued
ideas;), symptom severity (Y-BOCS ‡25 ¼ more
severe OCD, Y-BOCS < 25 ¼ less severe OCD),
full remission (Y-BOCS < 8 ¼ presence of full
remission, Y-BOCS ‡8 ¼ absence of full remission)
and age at OCD onset (£18 years ¼ early onset;
>18 ¼ late onset). Patients that presented a
reduction in Y-BOCS ‡ 54.5 with CBGT relapsed

less than those presenting a lower reduction (log
rank ¼ 12.97, GL ¼ 1, P ¼ 0.0003) (Fig. 2). A
significant difference was observed in the estimated
rates of relapse over the period of 1 year for the
patients that presented full remission at the end of
treatment (Y-BOCS < 8) when compared with the
other patients (log rank ¼ 6.17; GL ¼ 1; P ¼
0.001) (Fig. 3).
No significant difference was observed in the

estimated relapse rates between the more severe
patients at baseline, i.e. Y-BOCS scale ‡ 25 before
CBGT compared with less severe ones (log rank ¼
0.1; GL ¼ 1; P ¼ 0.75). Also, no significant dif-
ference was found in patients that had more intense
overvalued ideas (average of IS ‡ 59) compared

Table 1. Y-BOCS and CGI scores at the end of
treatment and at 3, 6, and 12 months of the follow-
up period [mean, SD and effect size (ES)] (n¼ 42) Scale

Baseline
(mean € SD)

Post-treatment
(mean € SD), ES

3 months
(mean € SD), ES

6 months
(mean € SD), ES

12 months
(mean € SD), ES

Y-BOCS 25.6 € 5.3 13.2 € 7.4, 1.54 11.8 € 8.8, 1.55 12.9 € 9.3, 1.3 11.6 € 9.7, 1.46
Obsessions 12.8 € 2.9 6.7 € 3.9 5.7 € 4.7 6.4 € 5.0 5.5 € 5.2
Compulsions 12.5 € 3.0 6.5 € 4.0 6.0 € 4.5 6.5 € 5.0 6.0 € 5.0
CGI 4.6 € 0.9 2.3 € 1.2, 2.01 2.1 € 1.3, 2.00 2.2 € 1.2, 2.20 2.2 € 1.2, 2.04

Analysis of variance for repeated measures (MANOVA), comparing the end of the treatment with 3, 6, and 12 months
post-treatment (Y-BOCS: F3,123 ¼ 1.44; P ¼ 0.244; CGI: F3,123 ¼ 0.257; P ¼ 0.799).

Table 2. Number of patients with full remission, partial remission and those who
had not improved at the end of treatment, and at 3, 6 and 12 months into the
follow-up (n¼ 42)

End of treatment
[n (%)]

3 months
[n (%)]

6 months
[n (%)]

12 months
[n (%)]

Not improved 11 (26) 7 (17) 13 (31) 10 (24)
Full remission 9 (21) 14 (33) 13 (31) 16 (38)
Partial remission 22 (52) 21 (50) 16 (38) 16 (38)
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Fig. 1. Accumulated probabilities of patients relapsing over
1 year (Kaplan–Meier survival curve) (n¼ 31).
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Fig. 2. Reduction in the severity of symptoms at the end of
treatment and probability of relapses over a 1-year period
(Kaplan–Meier survival curve).
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Fig. 3. Full remission at the end of treatment and probability
of relapses over a 1-year period (Kaplan–Meier survival curve).
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with those with less intense overvalued ideas (log
rank ¼ 0.18; GL ¼ 1; P ¼ 0.67), and in patients
that had an early onset of OCD (age £18 years)
compared with those with late onset (log rank ¼
1.54, GL ¼ 1, P ¼ 0.21). Moreover, no significant
difference was observed in the estimated relapse
rates between OCD patients with depressive disor-
ders (Fisher’s exact test; P ¼ 0.999), anxiety dis-
orders (Fisher’s exact test; P ¼ 0.452) or without
comorbidity (Fisher’s exact test; P ¼ 0.999).

Discussion

For 1 year, the present study followed 42 patients
that attended 12 weekly manualized CBGT ses-
sions for 3 months. At the end of the acute
treatment, 31 (73%) patients were considered to
have improved, and 1 year later the number went
up to 32 (76%). Of the patients that remitted, 20
(64.5%) maintained their gains over the 1-year
post-treatment follow-up, and 11 (35.5%) relapsed.
We found a 38% probability of achieving full
remission and a 38% probability of achieving, at
least, partial remission over the same period.
These data suggest that the effectiveness of

CBGT was consolidated after 1 year and this
modality of treatment can be carried out with
OCD patients at any stage of their treatment once
it can provide a reliable and lasting improvement
(31). Our results are in agreement with the results
of Barrett et al. (32), which found that cognitive-
behavioral family group therapy was effective for
child OCD and the results were also maintained at
3 and 6 months after the end of therapy. These
results demonstrate the efficacy and durability of
CBGT in treating both adult and child OCD
patients.
We observed an increase in the number of

patients achieving full remission during the
follow-up period. This fact is in agreement with
the results of De Haan et al. (19), which suggest
that some patients had a late response to treat-
ment. This finding is relevant for clinical practice,
as it indicates that some patients need a longer
treatment to show a reduction in symptom sever-
ity. The probability that our findings were related
to late response to pharmacological treatment is
unlikely, given the history of chronicity and the
non-response to pharmacotherapy of our sample,
yet, however, some patients may require longer
periods to respond to CBGT.
Our data also suggest that the response from

OCD patients to CBGT is quite diverse and it is
still a challenge: some patients met criteria for full
remission in a short-term at the end of the
treatment and did not relapse over a year; but

the majority of the patients that had partial
improvement relapsed. In addition, the intensity
of the symptoms did not change in a small number
of patients. As a matter of fact, 26.2% of our
patients did not improve with the acute treatment
or during the follow-up period, and the reasons for
this non-response remain unclear. The heteroge-
nicity of OCD as a disorder, considering etiology,
clinical manifestations, treatment response and
outcome may account for the differences found in
this study. It is also possible that some non-specific
factors like motivation, quality of therapeutic
relationship, and the group effect may have influ-
enced our results, yet they were not evaluated in
this study.
This study also intended to identify factors that

could be associated with relapses. The age at OCD
onset (early or late), the comorbidities, the severity
of the symptoms and the intensity of overvalued
ideas at baseline were not associated with relapse.
On the contrary, the intensity of symptom reduc-
tion at the end of the CBGT was found to be a
strong predictor for non-relapsing. No patients
with full symptom remission at the end of the
treatment relapsed during the follow-up period.
This finding suggests that the group of patients
with a robust and fast response to CBGT tends to
maintain their gains over time, which is in agree-
ment with the literature (19). This finding is also of
clinical relevance as full remission at the end of the
treatment should be one of the main goals of any
treatment modality. Our data also suggest that the
failure in achieving full remission is associated with
an increased risk of relapse and poor prognosis, as
described in pediatric OCD (33) and other disor-
ders such as depression (34, 35) and panic disorder
(36). The addition of CBT should, therefore, be
emphasized in any step of OCD treatment in order
to achieve remission, once many studies have also
demonstrated that CBT is very effective for OCD
patients who do not have full response to medica-
tion (37, 38).
Our results are limited by the small sample size,

absence of a control group and the influence of the
use of medication and additional CBT in the
follow-up period. Although outcomes cannot be
attributed unequivocally to the CBGT, it is highly
unlikely that our results are due simply to non-
specific factors or maturation, given the chronicity
of our sample. It is also unlikely that our results are
due to pharmacological treatment because <50%
of our sample were on medications and the ones
that used them, were using for a long time (mean
12 years). Also, the use of independent evaluators
to assess the outcome reduces the likelihood that
these results are driven by clinician expectation.
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Some studies have shown that there are many
similarities between clinical practice and rando-
mized controlled trials and have suggested that
CBT can be effective in routine OCD clinical
practice (39), although additional controlled stud-
ies should be performed in order to evaluate the
use of CBGT for OCD over the time.
Although the effectiveness of CBGT is docu-

mented in the literature and it appears to be a cost-
effective treatment for OCD, application of this
treatment is relatively limited, likely because of the
lack of professionals trained in this modality.
Although this study suggests that CBGT can be
considered an effective treatment for OCD, and
that its results are maintained for 1 year, long-term
randomized controlled trials are necessary to
evaluate whether the relapse rate with CBGT is
smaller than it would be expected.
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