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Background: The aim of the study was to determine whether patients with obsessive–compulsive 

disorder (OCD) resistant to drug therapy may improve their condition using intensive, systematic 

cognitive behavioral therapy (CBT) lasting for 6 weeks, and whether it is possible to predict the thera-

peutic effect using demographic, clinical, and selected psychological characteristics at baseline.

Methods: Sixty-six OCD patients were included in the study, of which 57 completed the 

program. The diagnosis was confirmed using the structured Mini International Neuropsychiat-

ric Interview. Patients were rated using the objective and subjective forms of the Yale–Brown 

Obsessive Compulsive Scale, objective and subjective forms of the Clinical Global Impression, 

Beck Anxiety Inventory, Beck Depression Inventory, Dissociative Experiences Scale, 20-item 

Somatoform Dissociation Questionnaire, and the Sheehan Disability Scale before their treat-

ment, and with subjective Yale–Brown Obsessive Compulsive Scale, objective and subjective 

Clinical Global Impression, Beck Anxiety Inventory, and Beck Depression Inventory at the 

end of the treatment. Patients were treated with antidepressants and daily intensive group CBT 

for the 6-week period.

Results: During the 6-week intensive CBT program in combination with pharmacotherapy, 

there was a significant improvement in patients suffering from OCD resistant to drug treatment. 

There were statistically significantly decrease in the scores assessing the severity of OCD 

symptoms, anxiety, and depressive feelings. A lower treatment effect was achieved specifically 

in patients who 1) showed fewer OCD themes in symptomatology, 2) showed a higher level of 

somatoform dissociation, 3) had poor insight, and 4) had a higher initial level of overall severity 

of the disorder. Remission of the disorder was more likely in patients who had 1) good insight, 

2) a lower initial level of anxiety, and 3) no comorbid depressive disorder.

Keywords: obsessive–compulsive disorder, treatment, cognitive behavioral therapy, treatment 

resistance, treatment efficacy, predictors

Introduction
Obsessive–compulsive disorder (OCD) leads to excessive distress and suffering for the 

patients and their families.1,2 The life of the patient is significantly restricted; patients 

are more likely to divorce, have no sexual experiences, and be socially isolated. 

The most common comorbidity is depression, which occurs in up to 55% of OCD 

patients.3,4 However, other common comorbidities are alcohol abuse or anxiety, as well 

as eating and personality disorders.5–7 Drugs that are effective in treating OCD include 

the selective serotonin reuptake inhibitors (SSRIs) clomipramine, mirtazapine, and 

venlafaxine.8 Antidepressants lead to improvement in ~65%–70% of patients.9 Appar-

ent treatment effect can be observed after 2–3 months of using the highest tolerated 

dose of antidepressants. Many authors even recommend supramaximal doses of SSRIs 

in treatment-resistant patients (often twice the recommended maximum dose).1
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Among psychotherapies, cognitive behavioral therapy 

(CBT) is the treatment of choice.10,11 However, ~50% of 

patients do not respond optimally to purely behavioral 

approaches, even in combination with pharmacotherapy. One 

factor associated with resistance to treatment is that patients 

do not fully participate in exposure with response prevention 

because of their beliefs that the prevention of rituals leads 

to tragedy. Insufficient insight and severe depression have 

been shown to be potential problems in the treatment using 

exposure with response prevention.12–16 However, accord-

ing to some studies, a lack of insight may not always be a 

predictor of poor therapeutic response.12,17 A higher degree 

of dissociation may prevent the effect of CBT16,18–20 and 

psychodynamic psychotherapy.21

In routine clinical practice, medication and CBT are often 

combined.22 However, this approach does not lead to greater 

efficacy than CBT alone, as shown by numerous studies.11,23–27 

However, the higher effect of the combination was seen 

in a recent meta-analysis, which calculated the amount of 

effect (effect size) in both studies that compared medication 

with behavioral therapy and separate studies without direct 

comparison.28 In pharmacotherapy, treatment discontinuation 

is often followed by a relapse. If medication is combined 

with CBT, patients are protected against relapse even if they 

discontinue the drugs.29

The characteristics associated with resistance to treat-

ment include comorbidities, particularly depression and 

personality disorders. Some studies also examined the 

relationship between dissociation and the therapeutic effect 

and suggested that the higher degree of dissociation led to 

decreased therapeutic efficacy.16,20 Therapeutic response is 

also diminished by marked cognitive impairment.30 A better 

prognosis is usually associated with higher socioeconomic 

status, an episodic course of the disorder, and the presence 

of a precipitating stressful event.31 Mataix-Cols et al32 used 

a factor analysis of the Yale–Brown Obsessive Compulsive 

Scale (Y-BOCS) in 354 patients and concluded that only 5% 

of factors explained 65.5% of the variance in the results. The 

symptoms related to symmetry and order, contamination and 

washing, aggression, and sexual and religious obsessions 

mainly contributed to the final score. The most common 

predictors of poor therapeutic outcome are higher frequency 

and intensity of symptoms, the presence of contamination 

and hoarding rituals,33 a positive family history, personal-

ity disorders, body dysmorphic disorder, a late onset of the 

disorder, longer duration and chronicity, more psychiatric 

hospitalizations, and comorbid tic disorder.34 Ravizza et al35 

tried to identify the predictors of successful treatment in 53 

patients taking clomipramine or fluoxetine for 6 months. 

Therapeutic response, defined as a 40% reduction in the 

Y-BOCS score, was achieved in 58.5% of patients. Patients 

who did not respond adequately showed a higher frequency 

of urge washing rituals, chronic course and longer duration 

of the disease, young age at disease onset, and comorbid 

schizotypal disorder. Alonso et al36 attempted to predict 

long-term results in combined treatment with SSRIs and 

behavioral therapies. Of all the Y-BOCS items, poor treat-

ment outcome was associated with sexual obsessions and 

religious contents.

Hantouche et al37 conducted a 1-year naturalistic study in 

155 patients with OCD. The main predictors of insufficient 

therapeutic response to both SSRIs and behavioral therapy 

were little insight and obsessional slowness, while higher 

levels of impulsivity predicted a better response. In a 2-year 

study of 122 patients with OCD taking SSRIs, Shetti et al38 

found that the lack of therapeutic response was related to 

comorbid depressive disorders, poor insight, the presence 

of sexual obsessions, washing, and multiple obsessions. 

It seems that the predictors of treatment response have only 

rarely been confirmed in other studies. Saxena et al39 found 

that patients with hoarding rituals responded to treatment 

with paroxetine as well as those with other types of rituals. 

In another study, the presence of body dysmorphic disorder 

impaired therapeutic response. Steketee et al investigated 

whether the therapeutic effect of venlafaxine or paroxetine 

was linked to a genetic predisposition.14 It was shown that 

the efficacy of venlafaxine and paroxetine was associated 

with the S/L genotype of the polymorphism of the serotonin 

transporter 5-HTTLPR and the G/G genotype of the 5-HT2A 

polymorphism, respectively.40

The aim of the present study was to determine whether 

the condition of patients with OCD resistant to drug therapy 

could be improved by intensive and systematic CBT last-

ing for 6 weeks and whether it was possible to predict the 

therapeutic effect using demographic, clinical, and selected 

psychological characteristics at baseline.

Methods
patients
Two psychiatrists independently carried out the evalua-

tion. The diagnosis of OCD was made according to the 

International Classification of the Diseases, 10th edition41 

criteria for research and confirmed by a psychologist using the 

structured Mini International Neuropsychiatric Interview.42 

For the inclusion of the study, the patients were 1) in the 

age group 18–65 years and 2) with Y-BOCS higher than 

16, and 3) there were, at least, two unsuccessful treatment 

attempts using treatment guidelines before index treatment. 
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The exclusion criteria were 1) severe depression (Beck 

Depression Inventory [BDI] score .50), 2) high suicidal risk, 

3) lifetime comorbid psychotic disorder, 4) lifetime comorbid 

bipolar disorder, 5) addiction, 6) organic mental disorder, 7) 

eating disorder, 8) serious physical illness, 9) epilepsy, 10) 

noncompliant patient, and 11) antisocial personality disorder. 

The trial registration for this study is research grant IGA MZ 

CR NS 9752-3/2008.

Measurements
Mini International Neuropsychiatric Interview42 is a diag-

nostic tool and was used for basic screening for mental 

disorders meeting the Axis I criteria according to the Diag-

nostic and Statistical Manual of Mental Disorders - 4th 

edition and International Classification of the Diseases, 10th 

edition.43,44

Y-BOCS45,46 is a rating scale and was used to assess the 

severity of OCD. Objective Y-BOCS (Y-BOCSobj) and 

subjective Y-BOCS (S-Y-BOCS) filled out by a professional 

rater and the patients, respectively, were used. Previous 

studies showed that correlation between the Czech versions 

of S-Y-BOCS and Y-BOCSobj was high.16,47

Clinical Global Impression (CGI)48 is another rating 

scale that was used for measuring the overall severity of the 

disorder. Both the objective (CGIobj) and subjective (S-CGI) 

versions evaluated the overall severity on a 1–7 scale, with 

characteristics being described for each degree of severity. 

CGI has good reliability, as assessed using a measure of 

agreement between independent raters and the evaluation 

of the physician and the patient.49

For evaluating the effect of treatment, several major 

indicators were used:

•	 The relative change in S-Y-BOCS is the ratio between 

the absolute change and the first assessment of the S-Y-

BOCS total score.

•	 The relative change in CGIobj indicates the ratio between 

the absolute change and the first evaluation of CGIobj.

Clinical improvement was assessed using the following 

major criteria:

•	 Improvements in the treatment were characterized by a 

decrease in S-Y-BOCS by .35%.

•	 The achievement of clinical remission was characterized 

by CGIobj final scores of 1 or 2.

Beck Anxiety Inventory (BAI)50–53 is a self-rating tool 

for evaluating the most common symptoms of anxiety. BAI 

was shown to have moderate to high convergent validity 

with other questionnaires and scales of anxiety (P.0.5); the 

internal consistency (Cronbach’s	α) of the BAI questionnaire 

is 0.93.53 The advantage of the inventory is its sensitivity to 

changes in anxiety symptoms achieved during psychothera-

peutic or pharmacological treatments.54

BDI55 is a well-known self-rating questionnaire for 

measuring depression. Like BAI, BDI can respond sensitively 

to the change in status during treatment.56 Conversion and 

standardization to the Czech environment were carried out 

by Preiss and Vacíř.57

Dissociative Experiences Scale (DES)58 is a subjective 

28-item visual analog scale with values 0–100, which evalu-

ates the nonpathological and pathological forms of dissocia-

tion. The Czech version of DES showed internal consistency 

(Cronbach’s α) of 0.92, and the test–retest reliability after 

6–8 weeks was sufficient (r=0.84, P,0.001).59

20-Item Somatoform Dissociation Questionnaire 

(SDQ-20)60 is a questionnaire showing physical symptoms 

associated with the process of dissociation. The questionnaire 

is highly correlated with DES.61 In a study of OCD patients, 

it was highly correlated with DES and BAI, with treatment-

resistant patients showing higher scores.16

Sheehan Disability Scale (SDS)62 is a visual analog scale for 

assessing subjectively perceived disabilities. The instrument 

is often used to evaluate disabilities in anxiety disorders,63–65 

including OCD.66 Its three items are complemented by a fourth 

dimension to which the patient records the levels of stress in 

the same visual analog scale as above three items.67

The schedule for using the tools is given in Table 1.

Treatment
All patients were treated in an outpatient psychotherapeutic 

program for 6 weeks. The program consisted of 30 group 

sessions and six individual sessions of CBT in combination 

Table 1 Time schedule for using the tools

Tool Beginning of  
the treatment

Weeks 1–5 End of the  
treatment

iCD-10 ×
MiNi ×
CGiobj × ×
S-CGi × ×
Y-BoCSobj ×
S-Y-BoCS × × ×
SDS ×
Bai × × ×
BDi × × ×
DeS ×
SDQ-20 ×
Abbreviations: Bai, Beck anxiety inventory; BDi, Beck Depression inventory; 
CGiobj, objective Clinical Global impression; DeS, Dissociative experiences Scale; 
ICD-10, International Classification of Diseases, tenth revision; MINI, Mini International 
Neuropsychiatric interview; S-CGi, subjective Clinical Global impression; SDS, 
Sheehan Disability Scale; SDQ-20, 20-item Somatoform Dissociation Questionnaire; 
S-Y-BoCS, subjective Yale–Brown obsessive Compulsive Scale; Y-BoCSobj, 
objective Yale–Brown obsessive Compulsive Scale.
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with pharmacotherapy. Apart from the group and individual 

sessions, the program included additional supporting activi-

ties, such as progressive muscle relaxation, communication 

training, and sports activities. The patients were treated with 

their usual doses of previously administered medication for 

OCD. Only minimal changes were made to the doses.

Statistics and ethics
The data were processed by the statistical software SPSS 

(Version 21.0; IBM Corporation, Armonk, NY, USA) and 

Prism (Version 5.0; GraphPad Software, Inc., La Jolla, CA, 

USA). The study was approved by the Common Ethics 

Committee of the Prague Psychiatric Centre and Prague 

Psychiatric Hospital and carried out according to the latest 

version of the Declaration of Helsinki and the principles of 

good practice. Before enrolling in the study, all participants 

gave signed informed consent.

Results
patients
There were 66 patients included in the study. Fifty-seven 

patients completed the study. There were nine dropouts; 

of those, five did not collaborate and failed to fill in the 

questionnaires, and four discontinued their treatment pre-

maturely. The reasons for premature discontinuation varied, 

with two patients interrupting their treatment because of 

family problems, and the other two not accepting exposure 

therapy. The mean age of patients who completed the study 

was ~32 years. There were slightly more women (57.9%) 

in the study (Table 2). On average, anxiety was of moderate 

severity, as determined by BAI, and depression was mild-to-

moderate severity, as self-assessed using BDI.

The SDS scores indicated that, on average, the patients’ 

work or school work, family life, and social life were 

moderately disrupted. The degree of distress experienced 

by patients was also moderate, on average. The daily doses 

of antidepressants corresponded to a higher dosage, very 

typically used in patients with OCD.68

Age was significantly positively correlated with the 

degree of somatoform dissociation measured by SDQ 

(Spearman’s r=0.31; P,0.05). This relationship was 

not found in psychological dissociation rated using DES 

(Pearson’s r=0.1796, nonsignificant).

The comparison of the sexes showed significantly 

higher Y-BOCSobj compulsion and total scores as well 

as S-Y-BOCS obsession and total scores in women. They 

also had significantly higher anxiety and depression scores 

measured by BAI and BDI but not scores of psychological or 

somatoform dissociation (Table 3). The frequency of comor-

bid disorders, whether depressive, anxiety, or personality, 

was balanced between the sexes.

The age of disease onset was statistically significantly 

correlated with the severity of compulsions as measured by 

Y-BOCSobj and the severity of the disorder as measured by 

CGIobj (Table 4).

Treatment results
There were statistically significant improvements in the mean 

scores of all rating scales in the course of treatment (Table 5). 

The relative changes in the mean S-Y-BOCS and CGIobj 

scores were 0.39±0.24 and 0.35±0.21, respectively. Clinical 

improvement, ie, a decrease of 35% or more in S-Y-BOCS, 

occurred in 37 patients (64.9%). Clinical remission (CGIobj 

scores 1 or 2) was achieved by 28 patients (49.1%).

During the treatment, there was a statistically significant 

decrease in the S-Y-BOCS total score (Table 5). Statistical 

evaluation using Tukey’s multiple comparison tests showed 

significant differences starting from week 3 of treatment.

This decrease was equally contributed by the decreased 

mean S-Y-BOCS scores for obsessions and compulsions 

(Table 5). Similar results were found using BAI, with Tukey’s 

multiple comparison tests showing a statistically significant 

decline after week 4. It seems that general nonspecific anxiety 

decreased slightly later than specific obsessions and com-

pulsions. During the treatment, there was also a significant 

reduction in depressive symptomatology, as measured by BDI 

(Table 5). Turkey’s multiple comparison tests showed that 

the decline in BDI scores started to be statistically significant 

in week 3 of treatment, similar to S-Y-BOCS.

Treatment efficacy and demographic and 
clinical factors
There was no correlation between the age, duration of the 

disorder, declared age of disease onset, and treatment effi-

cacy (Table 6). The severity of anxiety assessed at baseline 

using BAI was not correlated with relative changes in the 

main outcome criteria during the treatment. Additionally, 

the severity of depression at baseline was not correlated with 

relative changes in S-Y-BOCS or CGIobj (Table 6). There 

was also no correlation between Y-BOCSobj, S-Y-BOCS, 

SDS home, SDS family, and SDS total scores at baseline 

and changes in the main outcome criteria. However, there 

were statistically significant positive correlations between 

S-CGI at baseline and the S-Y-BOCS relative change as 

well as between SDS-work/school and the CGIobj relative 

change (Table 6).
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Table 2 Demographic and clinical data at the beginning of the treatment

age (years) 31.74±8.82
Sex 24 males and 33 females
Years of education 14.11±3.03
age of disease onset (years) 15.25±6.98
Duration of the disorder (years) 16.23±9.41
Beginning of the treatment (years) 24.77±7.61
Treatment delay (years) 9.53±6.92
Y-BOCSobj
Total score 24.30±6.16
obsessions 11.63±3.04
Compulsions 13.06±4.37
S-Y-BOCS
Total score 24.46±6.98
obsessions 12.37±3.72
Compulsions 12.46±4.29
SDS
Total score 14.85±7.20
Work/school 4.66±2.90
Family life 5.25±2.61
Social life 4.92±2.79
Distress level 5.86±2.50
SDQ-20 26.26±7.11
DeS 18.55±18.65
CGiobj 4.12±1.14
S-CGi 4.53±0.78
Bai 22.04±13.00
BDi 18.43±11.43
antidepressant dosage (equivalent of paroxetine) 45.06±26.72
Additional medication (number of patients)
antipsychotics 16 (28.1%); ziprasidone 2×, risperidone 4×, olanzapine 4×, melperone 1×, chlorprothixene 2×,  

haloperidol 1×, quetiapine 1×, and aripiprazole 1×
anticonvulsants 3 (5.3%); lamotrigine 2× and valproate 1×
anxiolytics 2 (3.5%); diazepam 1× and bromazepam 1×
Without medication 7 (12.3%)
Comorbidity with another axis i disorder 32 (56.1%)
Comorbid diagnosis Social phobia 6×, generalized anxiety disorder 11×, panic disorder 2×, post-traumatic stress  

disorder 1×, dysthymia 8×, depressive disorder 9×
More than one comorbid disorder 4
Comorbidity with personality disorder 31 (54.4%)
personality disorder Borderline 11×, narcissistic 6×, dependent 3×, obsessive–compulsive 5×, avoidant 1×, schizoid  

2×, and histrionic 3×

Note: Data presented as mean ± SD.
Abbreviations: CGiobj, objective Clinical Global impression; Bai, Beck anxiety inventory; BDi, Beck Depression inventory; DeS, Dissociative experiences Scale; S-CGi, 
subjective Clinical Global impression; SD, standard deviation; SDS, Sheehan Disability Scale; SDQ-20, 20-item Somatoform Dissociation Questionnaire; S-Y-BoCS, subjective 
Yale–Brown obsessive Compulsive Scale; Y-BoCSobj, objective Yale–Brown obsessive Compulsive Scale.

There was no difference between unemployed and 

employed patients in any outcome criteria of treatment 

efficacy (Table 7).

Obsessions and compulsions associated with an enor-

mous need to check were most prevalent in the study group, 

followed by fear of contamination and excessive washing, 

magical and aggressive obsessions (Table 8). Other types 

of obsessions occurred less frequently. The comparison 

according to the treatment response showed no differences 

among the subgroups with different kinds of obsessions and 

compulsions (Table 8).

Most of the patients had more than one type of obsessions 

and compulsions. Only 12 (21.1%) had one type, 14 (24.63%) 

had two types, 12 (21.1%) had three types, and 19 (33.3%) 

had more than three types of obsessions and compulsions. 

Statistical comparison of the ratios of treatment responders 

and nonresponders showed that patients with more types of 

obsessions and compulsions achieved clinical improvement 
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Table 3 Comparison between the sexes in demographic and clinical data

Males (n=24) Females (n=33) Statistics

age (years) 34.67±10.47 29.61±6.81 Unpaired t-test: t=2.212, df=55; P,0.05
age of disease onset (years) 15.71±7.09 14.91±6.98 Unpaired t-test: t=0.4240, df=55; ns
Duration of the disorder (years) 18.75±10.28 14.39±8.41 Unpaired t-test: t=1.758, df=55; ns (P=0.08)
Beginning of the treatment 27.00±10.35 24.18±6.62 Unpaired t-test: t=0.4240, df=55; ns
Treatment delay 11.58±8.84 8.03±4.17 Unpaired t-test: t=1.962, df=55; ns (P=0.055)
Years of education 14.42±3.79 13.89±2.37 Mann–Whitney U-test: U=315; ns
Y-BOCSobj
obsessions 10.79±2.23 12.24±3.42 Unpaired t-test: t=1.815, df=55; ns (P=0.075)
Compulsions 11.71±3.78 14.03±4.57 Unpaired t-test: t=2.034, df=55; P,0.05
Total score 22.00±4.75 25.97±6.58 Unpaired t-test: t=2.514, df=55; P,0.05
CGiobj 3.88±1.04 4.30±1.19 Mann–Whitney U-test: U=305.5; ns
S-Y-BoCS obsessions 11.13±2.77 13.27±4.08 Unpaired t-test: t=2.230, df=55; P,0.05
S-Y-BoCS compulsions 11.83±3.83 12.91±4.601 Unpaired t-test: t=0.9339, df=55; ns
S-Y-BoCS total score 22.50±4.63 25.88±7.42 Unpaired t-test: t=1.843, df=55; ns (P=0.07)
Bai 17.50±10.10 25.33±14.00 Unpaired t-test: t=2.333, df=55; P,0.05
BDi 15.25±7.61 21.39±13.06 Unpaired t-test: t=2.061, df=55; P,0.05
SDQ-20 26.29±6.96 26.24±7.32 Mann–Whitney U-test: U=383; ns
DeS 17.97±21.98 18.97±16.15 Mann–Whitney U-test: U=347; ns
Comorbidity with depressive disorder 4:20 5:28 Fisher’s exact test; ns
Comorbidity with another axis i disorder 7:17 12:21 Fisher’s exact test; ns
Comorbidity with personality disorder 14:10 17:16 Fisher’s exact test; ns

Note: Data presented as mean ± SD or as a ratio.
Abbreviations: Bai, Beck anxiety inventory; BDi, Beck Depression inventory; CGiobj, objective Clinical Global impression; DeS, Dissociative experiences Scale; 
ns, nonsignificant; SD, standard deviation; SDQ-20, 20-item Somatoform Dissociation Questionnaire; S-Y-BOCS, subjective Yale–Brown Obsessive Compulsive Scale; 
Y-BoCSobj, objective Yale–Brown obsessive Compulsive Scale.

Table 4 Correlation of the age of disease onset and scores in the assessment questionnaires

Measurement Y-BOCS Y-BOCSobj 
obsessions

Y-BOCSobj 
compulsions

Insight 
into 
obsessions

Resistance 
to 
obsessions

CGI S-Y-
BOCS

S-Y-BOCS 
obsessions

S-Y-BOCS 
compulsions

BAI BDI

pearson’s or 
Spearman’s r

-0.240p -0.188p -0.324p -0.098S 0.029S -0.431S -0.278p -0.121p -0.231p 0.079p 0.311p

P-value ns (P=0.07) ns P,0.05 ns ns P,0.001 ns ns ns (P=0.09) ns ns

Notes: ppearson’s r. SSpearman’s r.
Abbreviations: BAI, Beck Anxiety Inventory; BDI, Beck Depression Inventory; CGI, Clinical Global Impression; ns, nonsignificant; S-Y-BOCS, subjective Yale–Brown 
obsessive Compulsive Scale; Y-BoCS, Yale–Brown obsessive Compulsive Scale; Y-BoCSobj, objective Yale–Brown obsessive Compulsive Scale.

Table 5 Mean scores on rating scales during the treatment

Measurement Week 0 Week 1 Week 2 Week 3 Week 4 Week 5 Week 6

Number 57 53 55 57 56 55 54
S-Y-BoCS total score 24.46±6.98 23.17±7.00 21.79±7.84 19.86±7.99 18.07±7.73 16.36±6.56 15.19±6.43

Statistics one-way aNoVa: F=12.82, df=387; P,0.0001; Tukey’s multiple comparison tests: significant differences from week 3

S-Y-BoCS obsessions 12.37±3.72 11.72±3.92 11.15±4.08 10.09±3.97 9.38±4.18 8.66±3.47 8.06±3.15

Statistics one-way aNoVa: F=9.887, df=387; P,0.0001; Tukey’s multiple comparison tests: significant differences from week 3

S-Y-BoCS compulsions 12.46±4.29 11.45±3.86 10.65±4.58 9.84±4.48 8.63±4.30 7.91±3.69 7.26±3.55

Statistics one-way aNoVa: F=11.82, df=387; P,0.0001; Tukey’s multiple comparison tests: significant differences from week 3

Number 57 57 57 57 57 55 53
Bai 22.04±13.00 19.70±11.81 17.35±10.43 16.30±9.59 15.58±10.64 15.35±10.35 12.68±7.96

Statistics one-way aNoVa: F=4.613, df=392; P,0.0005; Tukey’s multiple comparison tests: significant differences from week 4

Number 57 57 57 56 57 55 57
BDi 18.81±11.43 16.26±10.29 14.81±9.80 13.11±9.23 14.26±9.88 12.76±8.87 11.11±7.49

Statistics one-way aNoVa: F=3.898, df=395; P,0.001; Tukey’s multiple comparison tests: significant differences from week 3

Note: Data presented as mean ± SD.
Abbreviations: aNoVa, analysis of variance; Bai, Beck anxiety inventory; BDi, Beck Depression inventory; SD, standard deviation; S-Y-BoCS, subjective Yale–Brown 
obsessive Compulsive Scale.
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significantly more frequently (chi-square: df=12.40, 3; 

P,0.01).

Changes in OCD symptomatology measured using rela-

tive changes in S-Y-BOCS, and CGIobj did not correlate 

with the degree of dissociation (Table 9).

The severity of somatoform dissociation measured with 

SDQ-20 was positively correlated with a relative change in 

the treatment outcome criteria at the 5% level of statistical 

significance for S-Y-BOCS assessing the severity of obses-

sions and compulsions (Table 9).

Insight is rated on a 1–4 scale in Y-BOCSobj. The 

lowest value is an excellent insight into obsessions, and 

4 means a firm conviction that the obsessions and compul-

sions are necessary to avoid tragedy (a lack of insight). 

Insight was statistically significantly correlated with a 

relative decline in S-Y-BOCS scores but not with CGIobj 

change (Table 9).

Seventeen patients (29.8%) were diagnosed with 

comorbid depressive disorder. The mean relative change 

in S-Y-BOCS in patients with comorbid depression was 

not statistically significantly different from the average 

relative change in patients without depressive disorders 

(Table 10). Similarly, there was no statistically significant 

difference in CGIobj relative change between the groups. 

When comparing the proportions of patients who improved 

clinically, there was no statistically significant difference 

between the groups with and without depression. However, 

there was a statistically significant difference in the num-

ber of patients who achieved remission at the end of the 

treatment between the two groups (Fisher’s exact test: 

P,0.05), with remission being noted in 60% of patients 

without comorbid depression and only 30.8% of cases with 

comorbid depression.

Thirty-one patients (54.4%) included in the study were 

diagnosed with personality disorder. The most common 

comorbid personality disorder was borderline personality 

disorder (eleven patients). The other types were narcissistic 

(six patients), obsessive–compulsive (five patients), histri-

onic (three patients), dependent (three patients), schizoid 

(two patients), and avoidant (one patient). Improvement in 

the mean S-Y-BOCS scores was the same in patients with 

and without personality disorder. There was no statistically 

significant difference in treatment efficacy between these 

groups. The same results were found in CGIobj (Table 11). 

Also, the proportions of patients with an improvement of 35% 

or more in S-Y-BOCS and those who achieved remission did 

not differ between the groups with and without a comorbid 

personality disorder (Table 11).

Multiple regression analysis of the factors 
affecting change during treatment
A relative decrease in symptoms of OCD measured by 

S-Y-BOCS was the main indicator of improvement. The 

regression analysis included all variables that correlated with 

S-Y-BOCS in the correlation analysis (Figure 1).

Table 6 Correlations between the disease onset and treatment 
efficacy

Independent factor Indicator of the change

S-Y-BOCS  
relative change

CGIobj  
relative change

age -0.118p 0.125p

Duration of the disorder 0.169p 0.138p

age of disease onset -0.118p 0.125p

Y-BoCSobj – 0 0.1154p 0.0173S

S-Y-BoCS – 0 0.0981p 0.1253p

CGiobj – 0 0.0794S -0.3309S,*
Bai – 0 -0.0223p 0.1231p

BDi – 0 -0.1919p 0.1338p

S-CGi – 0 0.4005S,** 0.0595S

SDS work/school 0.1764p -0.2946p,*
SDS home 0.1016p -0.1234p

SDS family 0.2342p -0.0029p

SDS total score 0.199p -0.1631p

Notes: ppearson’s r. SSpearman’s r. *P,0.05; **P,0.01. The 0 refers to time zero 
ie, before the start of treatment.
Abbreviations: Bai, Beck anxiety inventory; BDi, Beck Depression inventory; 
CGiobj, objective Clinical Global impression; S-CGi, subjective Clinical Global 
impression; SDS, Sheehan Disability Scale; S-Y-BoCS, subjective Yale–Brown 
obsessive Compulsive Scale; Y-BoCSobj, objective Yale–Brown obsessive 
Compulsive Scale.

Table 7 Comparison of rating scales according to the employment status

Unemployed (n=20) Employed (n=37) Statistics

S-Y-BoCS relative change -0.30±0.31 -0.43±0.19 Unpaired t-test: t=1.989, df=55; ns (P=0.052)
CGiobj relative change -0.34±0.23 -0.36±0.21 Unpaired t-test: t=0.2726, df=55; ns
improvement of 35% or more 
in S-Y-BoCS

13:7 24:13 Fisher’s exact test: ns

achieving a CGiobj score of 
1 or 2 at the end of the treatment

9:11 24:13 Fisher’s exact test: ns

Note: Data presented as mean ± SD or as a ratio.
Abbreviations: CGIobj, Clinical Global Impression; ns, nonsignificant; SD, standard deviation; S-Y-BOCS, subjective Yale–Brown Obsessive Compulsive Scale.
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Table 8 responders and nonresponders and types of oCD symptomatology

Contamination Checking Aggression Sexual Religious Hoarding Magic Slowness Somatic With tics

responders (n=37) 24 17 9 5 4 3 13 7 11 3

Nonresponders (n=20) 10 13 5 0 1 1 3 3 4 2

Number 34 40 14 5 5 4 16 10 15 5
percentage 59.6 70.2 24.6 8.8 8.8 7.0 28.1 17.5 26.3 8.8
Statistics Chi-square: df=6.408, 9; ns

Abbreviations: OCD, obsessive–compulsive disorder; ns, nonsignificant.

Table 9 Correlation between dissociations, insight, and therapeutic change

Measurement Statistics S-Y-BOCS relative change CGIobj relative change

DeS Spearman’s r 0.111 0.098
P-value ns ns

DeS-T Spearman’s r 0.272 0.098
Statistics P,0.05 ns

SDQ-20 Spearman’s r 0.272 0.098
Statistics P,0.05 ns

insight Spearman’s r 0.4157 0.06931
P-value P,0.005 ns

Abbreviations: CGIobj, objective Clinical Global Impression; DES, Dissociative Experiences Scale; DES-T, Dissociative Experiences Scale-Taxon; ns, nonsignificant; SDQ-20, 
20-item Somatoform Dissociation Questionnaire; S-Y-BoCS, subjective Yale–Brown obsessive Compulsive Scale.

Table 10 Comparison of the main outcome criteria in patients with and without depression

With comorbid depressive 
disorder (n=17)

Without comorbid depressive 
disorder (n=40)

Statistics

S-Y-BoCS relative change -0.43±0.11 -0.37±0.28 Unpaired t-test: t=0.9243, df=55; ns
CGiobj relative change -0.32±0.24 -0.37±0.21 Unpaired t-test: t=0.7800, df=55; ns
improvement of 35% or more 
in S-Y-BoCS

14:3 23:17 Fisher’s exact test: ns

achieving a CGiobj score of 1 or 2 at 
the end of the treatment (remission)

4:13 24:16 Fisher’s exact test; P,0.05

Note: Data presented as mean ± SD.
Abbreviations: CGIobj, objective Clinical Global Impression; ns, nonsignificant; SD, standard deviation; S-Y-BOCS, subjective Yale–Brown Obsessive Compulsive Scale.

Table 11 Comparison of treatment efficacy in patients with and without comorbid personality disorder

Without comorbid personality 
disorder (n=26)

With comorbid personality 
disorder (n=31)

Statistics

S-Y-BoCS relative change -0.38±0.27 -0.39±0.22 Unpaired t-test: t=0.1138, df=55; ns
CGiobj relative change -0.38±0.19 -0.33±0.23 Unpaired t-test: t=0.7867, df=55; ns
improvement of 35% or 
more in S-Y-BoCS

16:10 21:10 Fisher’s exact test: ns

achieving a CGiobj score of 1 or 2 at 
the end of the treatment (remission)

14:12 14:17 Fisher’s exact test: ns

Note: Data presented as mean ± SD or as a ratio.
Abbreviations: CGIobj, objective Clinical Global Impression; ns, nonsignificant; S-Y-BOCS, subjective Yale–Brown Obsessive Compulsive Scale.

Powered by TCPDF (www.tcpdf.org)

www.dovepress.com
www.dovepress.com
www.dovepress.com


Neuropsychiatric Disease and Treatment 2016:12 submit your manuscript | www.dovepress.com

Dovepress 

Dovepress

633

CBT in oCD

The main predictor of relative change in S-Y-BOCS was 

baseline insight. This model explains 19.9% of the variance 

of the relative change in S-Y-BOCS.

A relative decrease in the severity of the disorder mea-

sured by CGIobj was the second main indicator of improve-

ment. Figure 2 shows the steps of regression analysis, which 

included all variables that correlated with the change in 

CGIobj in the correlation analysis (Figure 3).

The stepwise regression indicated that the most statisti-

cally significant predictor of the relative change in CGIobj 

during treatment was the initial CGIobj. This model explains 

11.2% of the variance of the relative change in CGIobj.

logistic regression analysis of remission 
vs failure to achieve remission
Binary logistic regression was focused on the strength of 

the relationship between variables closely related to the 

rate of remission (a CGIobj score of 1 or 2 at the end of 

the treatment). The specific method used was a backward 

stepwise regression (Figure 2).

The final model explained 64.8% of the variance of the 

dependent variable. The final predictors (BAI, the number 

of OCD themes, CGIobj, and insight) have a high impact on 

the likelihood of achieving remission during combination 

therapy for OCD (Figure 3).

Discussion
The study sample had similar characteristics, regarding the 

age, years of education, duration of the disorder, and treat-

ment delay, to other research studies evaluating the effective-

ness of treatment in OCD patients, with a slight predominance 

of women. The mean age of the patients was ~32 years, corre-

sponding to other clinical trials.16,20,69,70 Similarly, the average 

age of disease onset was ~15 years, consistent with findings 

of other authors.70,71 A delay of several (8–23) years from 

the onset of the treatment is common in OCD patients, as 

Figure 1 results of stepwise regression using relative change in S-Y-BoCS as a dependent variable.
Notes: Variable, beta sign. *P,0.05; **P,0.01; ***P,0.001.
Abbreviations: adj R2, adjusted R2; BDi, Beck Depression inventory; CGiobj, objective Clinical Global impression; S-Y-BoCS, subjective Yale–Brown obsessive Compulsive 
Scale; SDQ-20, 20-item Somatoform Dissociation Questionnaire; Y-BoCSobj, objective Yale–Brown obsessive Compulsive Scale.

Powered by TCPDF (www.tcpdf.org)

www.dovepress.com
www.dovepress.com
www.dovepress.com


Neuropsychiatric Disease and Treatment 2016:12submit your manuscript | www.dovepress.com

Dovepress 

Dovepress

634

Vyskocilova et al

Figure 3 results of stepwise regression using relative change in CGiobj as a dependent variable.
Notes: Variable, beta sign. *P,0.05; **P,0.01.
Abbreviations: adj R2, adjusted R2; CGiobj, objective Clinical Global impression; oCD, obsessive–compulsive disorder; SDS, Sheehan Disability Scale.

Figure 2 results of logistic regression using patients in remission versus patients who did not achieve remission as a dependent variable.
Notes: Variable, wald sign. NR2, Nagelkerke R2. *P,0.05; **P,0.01; ***P,0.001.
Abbreviations: Bai, Beck anxiety inventory; CGiobj, objective Clinical Global impression; oCD, obsessive–compulsive disorder.
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shown in other studies.72–76 Other clinical treatment efficacy 

studies in OCD patients did not state comorbid personality 

disorders. Therefore, the present study is hard to compare 

with other studies. In two cross-sectional studies, however, 

comorbid personality disorders were present in a third to 

half of the patients,77,78 which is comparable to the present 

sample. In population studies, comorbid personality disorders 

were noted in 40%–70% of patients, depending on the type 

of assessment tools and population.7,79–81

The degree of dissociation measured with DES showed 

relatively high levels of psychological dissociative phenom-

ena, with a mean score of .18, significantly exceeding an 

average score of ~4 in the general population; a score .10 

may be considered pathological.71,82 Other authors also 

reported higher degrees of dissociation, but the mean DES 

scores varied considerably between studies. Prasko et al83 

reported an average score of 13.11±13.75 in OCD patients 

in Moravia, while Raszka et al71 found a score of 7.0±6.5 in 

a Prague sample. The mean score in the latter study was in 

the normal range. The present study showed very high DES 

scores (18.55±18.65), possibly reflecting the fact that the 

sample comprised treatment-resistant patients, as was the 

case in other studies.20,84–86

Patients who completed treatment showed significant 

improvement in all the assessment scales. Therapeutic 

improvement (S-Y-BOCS reduction of 35%) and remission 

(CGI 1 or 2) were achieved in 64.9% and 49.1% of patients, 

respectively. The results corresponded with the results of 

pharmacological or CBT studies of treatment efficacy in OCD 

patients who achieved therapeutic improvement in 60%–70% 

and remission in 35%–50% of patients.87–94

The aim of the study was to determine whether it was 

possible to find predictors of therapeutic response to a com-

prehensive CBT program in OCD patients resistant to drug 

therapy. The age of OCD onset was not significantly corre-

lated with the main indicators of change, ie, relative changes 

in S-Y-BOCS or CGIobj. Similarly, the age of disease onset 

did not influence the achievement of remission. The results 

of studies investigating the effect of age of disorder onset on 

treatment response are inconclusive. Some studies identified 

an earlier disease onset as a negative predictor of treatment 

efficacy, while others stated the opposite, claiming that treat-

ment response was greater in patients with an early disease 

onset.95,96 Duration of the disorder did not play a role in the 

relative change of the main outcome measures, and neither 

did the employment status.

The present study showed no significant difference 

between those who achieved remission and those who did 

not in any demographic parameters such as age, duration 

of the disorder, beginning of the treatment, age of disease 

onset, years of education, insight, resistance, or even in 

generalized anxiety disorder initially evaluated with BAI. 

This is consistent with some other studies, which also found 

no such association.38,97 However, this finding is in contrast 

with studies suggesting that the duration of the disorder was 

negatively correlated with response to pharmacotherapy and 

psychotherapy.95

According to backward stepwise regression, the initial 

overall severity of the disorder evaluated with CGI proved 

to be the most significant factor contributing to the change in 

the severity of symptoms during treatment, which excluded 

other correlated factors, such as the degree of disability at 

work (SDS work/school), presence of depressive disorders, 

and the number of obsessive themes. According to the results 

of logistic regression, the initial severity of the disorder was 

also one of four factors contributing to achieving a remission, 

along with the initial BAI score, the number of obsessive 

themes, and the degree of insight. This finding is consistent 

with those in other studies, where the severity of OCD was 

a significant predictor of therapeutic outcome.32,38,95,98

It seems that the initial level of general anxiety is not 

a factor contributing to decreases in scores on the main 

outcome criteria. Similar findings were reported in a study 

by Steketee et al,99 where the initial level of anxiety did not 

predict the effect of CBT on OCD. However, if patients in 

the present study were divided according to the initial level of 

anxiety using a cut-off point of 25 in BAI, those with lower 

levels of anxiety at baseline achieved remission significantly 

more frequently. This factor was so significant that, accord-

ing to binary logistic regression, other factors, such as the 

initial level of depression and comorbid depressive disorder, 

were excluded.

The severity of depression initially evaluated with BDI 

did not correlate with the relative change in S-Y-BOCS. 

When dividing the patients into two groups according to the 

severity of depressive symptoms, no difference in the main 

outcome criteria was observed. Thus, in contrast with the 

hypothesis formulated before the study, depressive symp-

tomatology did not substantially influence the therapeutic 

effect. This is inconsistent with finding by Shetti et al,38 who 

showed that comorbid depressive disorder had an impact on 

treatment response. However, that was a 2-year follow-up 

of outpatients, while the present study assessed short-term 

intensive therapy. The present results are similar to those of a 

study by Steketee et al,99 where the initial level of depression 

did not predict the effect of CBT on OCD.

Powered by TCPDF (www.tcpdf.org)

www.dovepress.com
www.dovepress.com
www.dovepress.com


Neuropsychiatric Disease and Treatment 2016:12submit your manuscript | www.dovepress.com

Dovepress 

Dovepress

636

Vyskocilova et al

The types of obsessions and compulsions were diverse 

in the present study, with predominant checking and fear of 

contamination. As for the proportion of responders, there 

were no statistically significant differences between patients 

with various types of OCD symptoms. However, there were 

a small number of patients with some types. For example, 

only four patients had a dominant theme of hoarding, and 

only five had sexual or religious obsessions. In many studies, 

however, certain types were poorly responsive to treatment, 

namely hoarding, and containing sexual, religious, magical 

content, and obsessional slowness.11,36,89,100

However, multiple obsessions made a difference. Patients 

with three or more themes achieved clinical response 

measured with CGIobj more often than those with one or 

two topics. The explanation can only be speculated upon, 

because such a finding has not been described in the litera-

ture. However, it appears that patients with multiple types of 

obsessions and compulsions may be more flexible to change. 

The number of themes is related to the degree of insight and 

the level of resistance to compulsion. Multiple topics proved 

to be such a significant factor for achieving remission that it 

was enforced until the last step in the binary logistic regres-

sion (along with the initial BAI, CGIobj, and insight).

Another examined phenomenon was the degree of 

dissociation. Psychological dissociation (assessed with 

DES) did not correlate with the outcome criteria of 

therapeutic change. A higher degree of psychological 

dissociation as a predictor of treatment response was found 

in several studies,20,85,86 while others failed to prove this 

relationship.71,101

Interestingly, the degree of somatoform dissociation was 

significantly negatively correlated with the relative decrease 

of obsessions and compulsions in S-Y-BOCS. The higher the 

level of somatoform dissociation at baseline, the smaller was 

the change in OCD symptoms.

The degree of insight at the beginning of the treatment 

was significantly associated with a relative change in S-Y-

BOCS. The greater the degree of insight, the greater the 

relative change in obsessions and compulsions. Backward 

stepwise regression analysis showed that the degree of insight 

was the most powerful predictor of the relative change of 

obsessive–compulsive symptomatology, which gradually 

excluded all other candidates, such as the level of somatoform 

dissociation, resistance to compulsions, initial Y-BOCSobj 

score, and initial BDI and CGIobj scores. Also in binary 

logistic regression analysis of various factors influencing the 

achievement of remission at the end of treatment, the degree 

of insight was among the four most important parameters, the 

others being BAI and CGIobj scores and the number of OCD 

themes. This finding has high clinical importance, suggesting 

an increase in the insight at the beginning of therapy.

Comorbidity with major depressive disorder did not 

affect the relative change in the main criteria of therapeutic 

outcome. Comorbid major depression, however, had a signifi-

cant effect on the remission rate at the end of the treatment. 

Patients with major depressive disorder achieved remission 

less frequently, almost in half of the cases in comparison 

with those without depression. Comorbidity with anxiety 

disorder did not affect the therapeutic effect.

There was no impact of comorbid personality disorders 

on treatment efficacy. Both patients with and without per-

sonality disorders showed the same degree of improvement 

according to the main outcome criteria. The proportion of 

patients achieving therapeutic improvement in the group with 

personality disorders did not differ from that in the group 

without personality disorders, but the patients without per-

sonality disorder achieved remission significantly more often 

than patients without personality disorders. This finding is 

consistent with that in a study by Pigott and Seay.102

limitations of the study
The study was limited by the relatively small number of 

patients included. This fact reduces the validity of the 

results and their generalization. Another limitation of the 

study was the coadministration of drugs with CBT, which 

made a determination of specific predictors for each of the 

treatment modalities impossible; thus only response to the 

comprehensive program could be evaluated. However, drugs 

were not significantly changed before and after the study, 

the only exception being reduction or discontinuation of 

benzodiazepines in five patients.

Another limitation of the study is the absence of a control 

group comprising either untreated (ideal for comparison, not 

so much for the patient) participants or those treated with 

drugs or an alternative program.

Conclusion
During the 6-week intensive CBT program in combination 

with pharmacotherapy, there was a significant improvement 

in patients suffering from OCD resistant to drug treatment. 

There were statistically significant decrease in scores assess-

ing the severity of OCD symptoms, anxiety, and depressive 

feelings.

A lower treatment effect was achieved specifically in 

patients who showed fewer OCD themes in symptomatol-

ogy, showed a higher level of somatoform dissociation, had 
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poor insight, and had a higher initial level of overall severity 

of the disorder.

Remission of the disorder was more likely in patients 

who had good insight, a lower initial level of anxiety, and 

no comorbid depressive disorder.
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