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Abstract

Obsessive-compulsive disorder (OCD) is a prevalent condition with multifactorial etiology
involving genetic and environmental factors. The present study aims to summarize the corre-
lates of stressful life events (SLEs) in OCD by reviewing studies comparing OCD associated or
not with SLEs before its onset. To do so, a systematic review was performed by searching
PubMed, Web of Science, Scopus, and PsycINFO databases for studies published between the
database’s inception and November 27, 2023. Studies including individuals whose OCD was
precipitated or not by SLEs (SLEs OCD and NSLEs OCD, respectively) were assessed. Effect
sizes or odds ratios were then calculated to identify the strength of association between SLEs and
clinical characteristics, such as gender, age of onset, family history of OCD, severity of OCD
symptoms, depressive symptoms, and mood comorbidities among patients with OCD. Out of
the 4083 records initially identified, 5 studies met the inclusion criteria and 3 were comparable
through a meta-analysis. Notably, the analyses were limited by the small number of studies
available in the literature. The meta-analysis demonstrated SLEs OCD to be associated with
female gender, later OCD onset, and increased comorbidity rates with mood disorders. Despite
the cross-sectional nature of the reviewed studies, women may be more vulnerable to develop a
later onset of OCD following SLEs, whichmay also lead tomood disorders. Caution is needed to
avoid prematurely classifying this presentation as a distinct subtype of OCD.

Introduction

Obsessive-compulsive disorder (OCD) is characterized by repetitive, intrusive thoughts, images,
or urges that cause anxiety and/or distress (obsessions) and anxiety and/or distress-relieving
repetitive motor or mental acts (compulsions).1 The etiology of OCD is complex and involves
both genetic2 and environmental factors.3-6 There is a greater prevalence of OCD in biological
relatives of individuals diagnosed with OCD compared to controls,7 with the risk for OCD
increasing with greater genetic relatedness, as indicated by a higher prevalence in close family
members.7 Examination of monozygotic (MZ) and dizygotic (DZ) twins revealed a stronger
concordance among MZ twins, suggesting a genetic influence of OCD.7

The etiology of OCD involves a genetic contribution of approximately 40–45%,7,8 a finding
that also emphasizes the importance of non-genetic environmental influences, including peri-
natal complications, reproductive cycle events, and infections, as well as trauma and stressful life
events (SLEs).3,6,9 Notably, non-shared environmental factors exerted a more substantial impact
onOCDetiology than shared factors, such as parenting styles.10While no single risk factor can be
deemed causal for OCD,3 it is important to explore the intricate interplay between genetic and
environmental elements, which may provide valuable insights for developing therapeutic and
preventive interventions.

The concept of SLEs is probably broader andmore heterogeneous than trauma. TheDSM-511

defines a traumatic event as an “actual or threatened experience of death, serious injury, or sexual
violence.” Although there is no universally accepted definition of SLEs (whether traumatic or
not), they are usually described as events that induce either psychological or physiological
distress, disrupt established goals, undermine control over a given situation, and require a
subsequent period of adjustment or adaptation.12-14 The variability in SLEs’ definitions under-
scores the challenge of systematically categorizing and assessing SLEs and complicates research
in this area. We speculate that OCD precipitated by SLEs may be commoner than OCD
associated with traumatic events, given the greater prevalence of SLEs as compared to trauma.

The connection between trauma and OCD onset has been well-established in previous
research,15,16 with efforts made to delineate features associated with a putative posttraumatic
OCD.10,17,18 Traumatic events were associated with more severe OCD symptoms in OCD
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patients, even after controlling for comorbidities and depressive
symptoms.10 In the latter study, trauma was also significantly
associated with checking and ordering compulsions.10 The associ-
ation between trauma and more severe OCS was corroborated by
Barzilay et al.19 in community youth. Fontenelle et al.17 compared
individuals with “posttraumatic” versus “pre-traumatic”OCD and
found the former to exhibit a later age at the onset of OCD, greater
rates of self-mutilation, increased suicidality, and more frequent
comorbidities with panic disorder with agoraphobia, and compul-
sive buying disorder.17 Thus, it seems that trauma is associated with
a differentiated expression of OCD.

Despite the increasing understanding of the role of trauma in
OCD, there is a paucity of studies investigating the relationship
between SLEs more broadly and OCD.12 There is, however, exten-
sive research exploring the links between SLEs andmood disorders,
particularly depression.20-22 Several studies suggest depression to
be the most common comorbidity among treatment-seeking
patients with OCD.23 Research has explored the influence of SLEs
on depression’s onset,24 course,25,26 and gender distribution,27 and
the impact of different types27–29 and severities of SLEs on people
with depression.20,29 In a study examining the sociodemographic
characteristics of depression preceded by exposure to SLEs, a
higher risk for depression recurrence was identified among wid-
owers lacking a support network, those with a history of suicidal
behavior, and those receiving inadequate antidepressant treat-
ment.30 Despite being overrepresented among people with non-
melancholic depression in one study,29 depression after SLEs has
also been associated with increased symptom severity and lower
global functioning.31

Interest in the impact of SLEs on the phenotype of people with
OCD has increased recently. More specifically, 2 studies addressed
the links between SLEs and types of OCD symptoms. One reported
an association between SLEs and symmetry symptoms in a sample
at transdiagnostic risk for mental disorders, even after adjusting for
comorbidities and general psychological distress.32 Curiously, as
described above, symmetry/ordering has also been associated with
trauma.10 The other study identified a connection between SLEs in
OCD and the presence of sensory phenomena, described as “just
right” experiences, a sense of incompleteness, a subjective feeling of
something being awry within the individual, and a discordant sense
that one’s actions or experiences have not been properly com-
pleted.33

Available evidence indicates that certain categories of SLEs,
such as interpersonal abuse and family disruption,34 may be asso-
ciated with more severe OCD symptoms. This association
remained significant even when controlling for other variables
and specific OCD symptom dimensions, including aggression,
sex/religion, and contamination.35 It is worth considering that
the influence of SLEs on the development of OCD may not solely
depend on the presence or type of SLEs but rather on the individ-
ual’s reactions and responses to these events.36,37 For instance,
heightened thought suppression following a SLE is associated with
elevated OCS prevalence.38 Additionally, research indicates that
individuals who have experienced traumatic events often employ
avoidance mechanisms as coping strategies.39 Although it is
unclear whether people exposed to SLEs use similar strategies, they
may relieve distressing internal states only temporally and ulti-
mately exacerbate unwanted distress.40

Based on the existing links between trauma and certain OCD
cases, the role of SLEs in different mental disorders highly comor-
bid with OCD (eg, depression), the association between SLEs and
certain types of OCD symptoms, and the impact of SLEs on the

severity of OCD symptoms, we thought it would be justifiable to
perform a broader review on the influence of SLEs of different OCD
characteristics. More specifically, the present study aims to sum-
marize the evidence on the difference between OCD whose onset
was precipitated by SLEs (SLEs OCD) and OCD whose onset was
unrelated to SLEs (“spontaneous”OCDor NSLEs). This systematic
review sought to answer the following question: what are the
sociodemographic and clinical features overrepresented in SLEs
OCD?

Methods

This review was registered at the International Prospective Register
of Systematic Reviews (PROSPERO) under the number
CRD42020206894.41 The reporting of this systematic review was
guided by the standards of the Preferred Reporting Items for
Systematic Review and Meta-Analysis (PRISMA) Statement.42

Criteria for considering studies for this review

Types of studies
We searched for cohort studies (retrospective and prospective) and
case–control studies.

Types of participants
The target population was people diagnosed with OCD according
to a formal/valid diagnostic tool.

Type of exposure
The exposure was the presence of SLEs identified with formal/valid
tools.

Types of comparators
We compared the sociodemographic and clinical features of indi-
viduals whose OCD was precipitated by SLEs to the ones of
individuals whose OCD was not precipitated by SLEs.

Types of outcome measures
The primary outcome of interest was OCD’s symptom dimension
identified with formal/valid tools and OCD symptom severity
measured with formal/valid tools. The secondary outcomes were
gender, family history of OCD, age of OCD onset, comorbid
disorders (measured with formal/valid tools), and the presence of
depressive symptoms (measured with formal/valid tools).

Search methods for identification of studies

The search was conducted on November 27, 2023, in the databases
PUBMED, Web of Science, PsycINFO, and Scopus. We did not
constrain the search on a date or language. In addition, one inde-
pendent reviewer (ME.M.-O.) performed a hand search of the
selected studies’ reference lists to supplement the database search.
The search strategy for each database is presented in Table 1.

Duplicate titles across databases were removed. Three indepen-
dent reviewers (V.H. and S.S.-R. or V.H. and ME.M.-O.) assessed
the articles. The screening was performed in 2 phases (title-abstract
and then full text), and those articles that did notmeet the inclusion
criteria were excluded. Any disagreement was solved by a debate
between the 3 researchers. In the absence of a consensus, a fourth
researcher (L.F.F. or G.B.M.) made the decision. Unavailable
reports were requested from the authors by email.
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Data extraction and management

The data extraction was performed by 1 researcher (V.H.) and
revised by 2 others (ME.M.-O., S.S.-R.). Any disagreement was
resolved during our meetings. Qualitative and quantitative data
were collected using an extraction template. We extracted infor-
mation regarding the country of study, population, diagnostic
method, demographics, age at onset, duration of symptoms, global
and dimensional symptoms’ severities, and comorbidities. We also
extracted information regarding study design, exposure data (SLEs
scales), and information for risk of bias assessment. We have
contacted the corresponding authors in case of doubts or the
absence of critical information.

Assessment of risk of bias in included studies

We assessed the risk of bias through the Joanna Briggs Institute
(JBI) Critical Appraisal Checklist for Case–Control Studies.43 All
papers were evaluated by one researcher (V.H.) and revised by
2 others (ME.M.-O., S.S.-R.). Each aspect listed in the checklist was
classified as “yes,” “no,” “unclear,” or “not applied” for each
selected study. The study was only included in our review if less
than 4 aspects were classified as “no.” In case of doubts or insuf-
ficient information on the report, corresponding authors were
contacted for clarification. In case of disagreements, a fourth
researcher (either L.F.F. or G.B.M.) made the decision.

Data analysis

All included studies were qualitatively summarized, but only 3were
able to be included in the meta-analysis. The meta-analysis data
were plotted and managed in the software Comprehensive Meta-
analysis (CMA) version 4.44 The effect size was calculated as the
odds ratio to identify the relationship between SLEs and dichoto-
mous sociodemographic and clinical characteristics, including
gender, family history of OCD, and mood comorbidities. In con-
trast, the Hedges’ g statistic was used to calculate the effect size of
continuous variables such as the severity of OCD (as measured by
YBOCS), the age at OCD onset (in years), and the severity of
depression (as measured by HAM-D). All analyses were conducted
in accordance with a fixed-effect model and a 95% confidence
interval.

The odds ratio results were interpreted according to Andrade,45

which states that an OR < 1.00 means that exposure to the risk
variable reduces the risk of the event, an OR > 1.00 means that the
risk is increased, and an OR equal to 1.00 is not statistically
significant. The Hedges’ g results were interpreted as small (0.2–
0.5), medium (0.5–0.8), and large (>0.8). We used the I2 statistic
interpreted following the guidelines by Higgins,46 to assess the
heterogeneity among the included studies. Thus, I2 values falling
within the ranges of 0–25%, 25–50%, and 50–75% indicated low,

moderate, and high levels of heterogeneity, respectively. Addition-
ally, the Q statistic was reported, assuming a p-value of 0.05 as the
threshold for significance for heterogeneity.

Results

Search results

The electronic search on databases yielded 4083 records. Duplicate
titles across databases were removed, leaving 3735 records to be
screened. Five reports were considered eligible according to the
inclusion criteria. Supplementary Table S1 shows the PRISMA flow
chart with information about the stages of the search and screening
process.42

Description of studies

Five selected reports were published between 2011 and 2020. The
selected studies were conducted in Spain (3), Japan (1), and Italy
(1). All studies had a case–control design. In all studies, OCD
symptom severity, depression symptoms, and SLEs were assessed
with the Yale-Brown Obsessive Compulsive Scale (YBOCS),52 the
HamiltonDepression Rating Scale (HAM-D),53 and the Paykel Life
Events Scale,54 respectively. The Paykel Life Event Scale evaluates a
wide range of SLEs spanning from those that might be considered
more favorable, such as marriage, proposals, promotions, desired
pregnancies, or the birth of a child, to those that are less desirable,
including academic failures, financial hardships, or instances of
spousal infidelity. Additionally, it encompasses events that could be
deemed traumatic, such as experiences involving death or various
forms of violence, such as jail sentence or incarceration. For the
purposes of this study, only the occurrence of SLEs, irrespective of
their nature—be it desirable, undesirable, or traumatic—was taken
into account. The results are summarized in Table 2.

Real et al.47 investigated the presence of SLEs within the year
preceding the onset of OCD in a large clinical sample (n = 412).
They found the SLEs OCD to be associated with a later onset (odds
ratio = 1.04; p = 0.001), obstetric complications (odds ratio = 5.54;
p < 0.001), more contamination/cleaning-related symptoms (odds
ratio = 1.99; p = 0.01), and less family history of OCD (odds
ratio = 0.42; p = 0.014). While the study initially indicated a
stronger association between SLEs OCD and female gender, this
link lost statistical significance when they adjusted for the age of
onset. Rosso et al.48 found SLEs OCD to be associated with female
gender, acute onset, and somatic obsessions. The authors also
found OCD associated with more severe SLEs, defined as the
20 top events on the Paykel Life Events Scale, to be associated with
the symmetry-ordering symptom dimension.

Two additional studies from the same group provided addi-
tional information on the comparisons between SLEs OCD and
NSLEs OCD, although their primary objective was of a biological
nature. Real et al.49 investigated the involvement of the SLC1A1
gene in the treatment resistance of OCD patients. The study
identified 3 Single Nucleotide Polymorphisms (SNPs) linked to
pharmacological resistance. However, this association was only
observed in OCD cases not associated with SLEs in the year before
the disorder’s onset (spontaneous OCD). This study did not find
any other significant difference between SLEs OCD and
NSLEs OCD.

Real et al.50 extended their investigation beyond the SLEsOCD’s
clinical characteristics to explore neuroanatomical changes. Their
findings were consistent with their earlier research from 2011,

Table 1. Online Search Features

Database Field of search Search strategies

PUBMED Any field (Obsessive compulsive disorder
OR OCD) AND (stressful life
event* OR recent life event*)PsycINFO

Web of Science All fields

Scopus
Article, title,

and keywords
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which identified female preponderance and later age at onset
among SLEs OCD. Moreover, they found increased grey matter
volume in individuals diagnosed with OCD compared to healthy
controls. In SLEs OCD patients, they observed increased GM
volume in the right anterior cerebellar hemisphere. In contrast,

NSLEs OCD patients showed increased GM volume in the bilateral
dorsal putamen and the central tegmental tract of the brainstem.

Murayama et al.51 compared SLEs OCD with SLEs both 1 year
and 1 month before the onset of OCD to NSLEs OCD (ie, individ-
uals who had denied the occurrence of SLEs so close to the onset of
the disorder). They observed that individuals who had suffered a
SLE 1 year before the disorder’s onset exhibited a higher prevalence
of contamination-related symptoms than the spontaneous OCD
group.

Meta-analysis

Only 3 of the 5 selected studies were included in the metanalysis
because of the probable sample overlap in the studies by Real et al.
They recruited subjects during overlapping periods and in the same
centers. Data from 1022 patients, who were divided into 2 groups:
those with a history of SLE (n = 526) and patients without a history
of SLE (n = 496), were compiled and analyzed. The results of these
analyses are described in detail below.

Gender
The forest plot (Figure 1) depicts the odds ratio (OR) for female
gender in individuals with SLEs OCD compared to those with
NSLEs OCD. The pooled OR for the female gender in individuals
with SLEs OCD was found to be positive (OR = 1.601, 95% CI:
1.241–2.066, p = 0.000), with a low heterogeneity across studies
(I2 = 25.357, Q = 2.679, p = 0.262). Thus, our review revealed a
significant association between SLEs OCD and the female gender.

Age of onset
The forest plot (Figure 2) illustrates the effect size of age of onset
comparing SLEs OCD to NSLEs OCD. The pooled effect size of a
later age of onset in individuals with SLEs OCD was positive
(Hedges’ g = 0.316, 95% CI: 0.189–0.443, p = 0.000), with a low
heterogeneity across studies (I2 = 6.555,Q = 2.140, p= 0.343). Thus,
SLEs OCD was associated with a later age of onset in our review.

Presence of a family history of OCD
The forest plot (Figure 3) depicts theOR for the presence of a family
history of OCD in individuals with SLEs OCD compared to those
with NSLEs OCD. The pooled OR for a family history of OCD in
individuals with SLEs OCD was found to be non-significant
(OR = 0.799, 95% CI: 0.534–1.194, p = 0.274), with a high hetero-
geneity across studies (I2 = 67.443,Q = 6.143, p = 0.046). Thus, our
review revealed a non-significant association between SLEs OCD
and a familial history of OCD.

OCD symptom severity
The forest plot (Figure 4) illustrates the effect size of symptom
severity comparing SLEs OCD to NSLEs OCD. The pooled effect
size of a greater severity ofOCD symptoms in individuals with SLEs
OCD was non-significant (Hedges’ g = 0.081, 95% CI: �0.045-
0.207, p = 0.209), with no heterogeneity across studies (I2 = 0.000,
Q = 0.793, p = 0.673). Thus, SLEs OCD was not associated with
greater OCD symptom severity in our review.

Comorbidities
The forest plot (Figure 5) presents the OR for mood disorder comor-
bidities in individualswith SLEsOCDcompared to thosewithNSLEs
OCD.The pooledOR formood disorder comorbidities in individuals
with SLEs OCD was positive (OR = 1.370, 95% CI: 1.022–1.838,
p = 0.035), with a low heterogeneity across studies (I2 = 18.787,

Table 2. Studies Included in the Systematic Review

References With SLE Without SLE

Real et al.47 N 154 258

Age (SD) 34 33

Gender (female) 50% 39.9%

Mean age of onset (SD) 22.7 (8.85) 19.6 (9.21)

Mean severity (SD) 25.16 (6.76) 25.5 (6.36)

Mean severity of depressive

symptoms (SD)

13.25 (5.25) 13.19 (5.88)

Family history N/A N/A

Rosso et al.48 N 200 129

Age (SD) 35 35

Gender (female) 56% 37.2%

Mean age of onset (SD) 23.4 (9.1) 21.6 (9.9)

Mean severity (SD) 25 (6.5) 24.8 (6.2)

Mean severity of depressive

symptoms (SD)

11.1 (6.2) 24.8 (6.2)

Family history 20.5% 20.9%

Real et al.49 N 92 146

Age (SD) 34 34

Gender (female) 54.3% 43.8%

Mean age of onset (SD) 21.86 (7.73) 20.15 (9.44)

Mean severity (SD) 26.46 (5.76) 26.4 (6.12)

Mean severity of depressive

symptoms (SD)

13.67 (5.35) 12.88 (5.76)

Family history 12 (13.6) 28 (19.7)

Real et al.50 N 56 68

Age (SD) 35 35

Gender (female) 64.3% 38.2%

Mean age of onset (SD) 22.84 (7.94) 19.79 (8.46)

Mean severity (SD) 26.39 (5.65) 25.96 (5.81)

Mean severity of depressive

symptoms (SD)

12.8 (5.65) 12.12 (4.54)

Family history 11.3% 21.2%

Murayama

et al.51
N 172 109

Age (SD) 35 33

Gender (female) 55.2% 49.5%

Mean age of onset (SD) 26.6 (13.2) 21.2 (11.4)

Mean severity (SD) 26.8 (5.9) 25.6 (8.4)

Mean severity of depressive

symptoms (SD)

6.9 (5.7) 6.79 (5.72)

Family history 7% 3.7%
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Q = 2.463, p = 0.292). Thus, our review indicates that SLEs OCDwas
associated with increased rates of comorbid mood disorders.

Depressive symptoms
The forest plot (Figure 6) illustrates the effect size of the severity of
depressive symptoms comparing SLEs OCD to NSLEs OCD. The
pooled effect size of greater severity of depressive symptoms in
individuals with SLEsOCDwas non-significant (Hedges’ g = 0.025,

95% CI: �0.101-0.151, p = 0.696), with no heterogeneity across
studies (I2 = 0.000, Q = 0.064, p = 0.969). Thus, SLEs OCD was not
associated with greater depressive symptom severity in our review.

Assessment of risk of bias in included studies

All the selected articles were assessed for quality and risk of bias
according to the JBI Critical Appraisal Checklist for Case–Control

–2,00 –1,00 0,00 1,00 2,00

Figure 2. Forest plot of the effect size of onset age in SLEs OCD compared to NSLEs OCD.

0,01 0,1 1 10 100

Figure 3. Forest plot of the odds ratio of family history of OCD in SLEs OCD compared to NSLEs OCD.

–2,00 –1,00 0,00 1,00 2,00

Figure 4. Forest plot of the effect size of OCD symptom severity in SLEs OCD compared to NSLEs OCD.

0,01 0,1 1 10 100

Figure 1. Forest plot of the odds ratio of female gender in SLEs OCD compared to NSLEs OCD.
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Studies.43 For the final evaluation of these studies by the JBI
checklist, we also sought other sources for further information
(Supplementary Material, articles listed in reference, and author
contact). Supplementary Table S2 presents the assessment of these
articles using the JBI checklist. No studies were excluded because of
their risk of bias.

Discussion

Our review aimed to assess which sociodemographic and clinical
features are more present in SLEs OCD in comparison to NSLEs
OCD. Our findings revealed that SLEs OCD is associated with
female gender, later onset, and a higher prevalence of comorbid
mood disorders. Over the years, researchers have undertaken
extensive efforts to categorize subtypes of OCD55 in order to better
understand the disorder and try to identify its etiology, more
specific risk factors, and the effectiveness of therapeutic interven-
tions.8,56-58 However, this endeavor is challenging due to the inher-
ent heterogeneity of OCD, evident in its diverse clinical
presentation, age of onset, and comorbidity patterns.8,59 The pur-
suit of OCD subtypes aligns with the broader aspiration of person-
alized care that allows tailoring treatments and interventions to the
unique characteristics and underlying mechanisms of specific
patient subgroups. Unfortunately, though, as became evident in
ourmetanalysis, there is a paucity of studies focusing on the impact
of SLEs in the course of OCD. Therefore, it is imperative to conduct
more studies on this subject, especially including new types of SLEs,
like the ones associated with COVID-19.

Consistent with previous studies, we found that SLEs are asso-
ciated with a later onset of OCD. For instance, a previous cross-
sectional investigation described “late-onset” OCD (onset devel-
oping at or after age 40) to be more prevalent among females and
associated with chronic premorbid subclinical OCS, the
co-occurrence of posttraumatic stress disorder (a proxy for
trauma) after age 40, and a history of recent pregnancy in self or
significant others.57 Likewise, an Indian study suggested late-onset

OCD to be characterized bymore frequent environmental stressors
(especially if they occurred later in life), female preponderance, and
lack of family history of OCD.56 The latter study found that late-
onset OCDwithout a positive family history was alsomore likely to
be precipitated by SLEs.56

We also found an increased prevalence of females in OCD
occurring after SLEs. This result is consistent with early-onset
OCD being more commonly associated with the male gender in a
number of studies.56,59,60 Likewise, a recent survey by Benatti
et al.61 in more than 200 Italian OCD patients reported females
to exhibit a later age of onset when compared to male subjects. The
increased prevalence of females in SLEs OCD may be attributed to
higher perception of stress and suffering in women when
experiencing determined events, such as loss of relationships (eg,
problems with friends or relatives and death of loved ones).62 Sex-
related differences in the hypothalamus-pituitary–adrenal (HPA)
axis stress responsemay influence howwomen andmen respond to
SLEs62 and explain why women display a higher vulnerability to
developing stress-related disorders.62

We identified an association between SLEs OCD and an ele-
vated prevalence of comorbid mood disorders. This relationship
may be attributed to the well-established connection between SLEs
and depression,13,31,63-65 which might share genetic factors with
OCD.66Geneticmarkers associatedwith bothOCDand depression
include genes responsible for regulating serotonin and dopamine
signaling pathways.67 Although the co-occurrence of OCD and
depression may be ascribed to common genetic factors, the fact
that both conditions may be associated with SLEs also suggests that
shared environmental factors may explain their association.

In our comparative analysis between SLEs OCD cases and
NSLEs OCD cases, variables like family history of OCD, OCD
symptom severity, and the presence of depressive symptoms were
not associated with SLEs. Although an early study suggested a
higher prevalence of a positive family history of OCD in “very
early” onsetOCD, that is, OCDwith an onset before age 568 and our
present review indicated SLEs OCD to be closely associated with
later age at onset, our findings suggest that family history is not

0,01 0,1 1 10 100

Figure 5. Forest plot of the odds ratio of mood comorbidities in SLEs OCD compared to NSLEs OCD.

–2,00 –1,00 0,00 1,00 2,00

Figure 6. Forest plot of the effect size of depressive symptom severity in SLEs OCD compared to NSLEs OCD.
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necessarily more etiologically important in NSLEs OCD than in
SLE OCD. Similar findings were reported in another study com-
paring SLEs rates in familial versus non-familial OCD.69

Our findings that SLEs OCD was not associated with greater
severity of OCS as compared to NSLEs OCD is at apparent odds
with previous studies10,32 which were able to demonstrate a rela-
tionship between trauma and the severity of OCS, particularly the
ones involving symmetry10,32 and checking.10 This apparent diver-
gence from the existing literature suggests that the SLEs’ impact on
the severity of symptoms may be more circumscribed to certain
dimensions rather than being more broadly impactful or that SLEs
triggering or occurring before the onset of the OCD may only
precipitate, but not necessarily aggravate, OCD. Accordingly, one
study that reported an association between trauma and severity of
OCS did not differentiate between SLEs occurring before or after
the onset of OCD.10

The association between SLEs OCD and mood disorders (but
not depressive symptoms) can be interpreted in different ways.
Firstly, it is possible that SLEs may be more closely associated with
clinically significant symptoms (ie, mood disorders)21 rather than
with milder depressive symptoms that may not be diagnostically
relevant or even depressive symptoms secondary to other disorders
such as OCD itself. Secondly, individuals with SLEs OCD lacking
clinically significant depressive symptoms at the moment of the
assessment may still have a history of mania or hypomania, thus
qualifying for a diagnosis of a mood (bipolar) disorder instead.
Bipolar disorder has also been associated with SLEs, which were
reported to act as triggers to both first and subsequent mood
episodes.70-76

Despite shedding some light on the phenotype associated with
SLEs OCD, we can only speculate on the development pathways
linking SLEs and psychopathology in general and OCD in partic-
ular.12 Firstly, SLEs may directly and casually induce OCD symp-
toms in individuals with a more general (unspecific) genetic
vulnerability. This pathway may be particularly relevant to indi-
viduals who developOCD thematically related to the SLEs to which
they have been exposed (eg, contamination obsessions after minor
stressful accidents such as “stepping on dogs’ poop”).77

Secondly, some individuals may harbor a specific genetic vul-
nerability for OCD, with SLEs merely acting as unspecific triggers
for the onset of OCD. As compared to the first case, this pathway
could be more relevant in OCD cases whose symptoms may be
thematically unrelated to the SLEs (eg, counting compulsions after
the end of a long-term relationship). Lastly, the third situation
involves individuals who are already diagnosed with OCD; in this
case, a SLE exacerbates the existing symptoms, for example, some-
one with preexisting OCD involving contamination themes who is
exposed to contaminants.12

Our study has some significant strengths. For instance, we
deliberately excluded studies that did not use validated scales to
measure SLEs. For instance, studies that assessed OCD onset
following single events, such as pregnancy or accidents, were
omitted to maintain comprehensiveness and rigor in our review.
Determining the grade of stress of an event without relying on a
valid instrument could introduce bias in our findings. Early
efforts to investigate the involvement of SLEs as precipitating
factors in OCD relied on non-validated assessment tools, thus
yielding highly fluctuating rates of SLEs occurring before OCD
onset.17

Our study is subject to limitations. Firstly, it did not include
studies that addressed childhood trauma in greater detail. Secondly,
the reports included in our review only measured SLEs up to 1 year

before OCD onset, while other studies indicate a higher prevalence
of SLEs in OCD patients compared to healthy controls during their
lifetime.78,79 Consequently, we may have overlooked the influence
of lifelong SLEs on OCD characteristics. Admittedly, SLEs may
shape an individual’s personality, potentially rendering themmore
susceptible to developing anxiety or other disorders.80

Conclusion

In summary, our review highlights an association between SLEs
andOCD, particularly in females, withOCDonset at a later age and
a higher prevalence of comorbid mood disorders. Caution is
advised, however, not to prematurely consider these distinctive
clinical features as unequivocal proofs of the existence of a “valid”
SLEs OCD subtype. As we were unable to find a difference between
SLEs and NSLEs OCD in terms of family history of OCD, severity
of OCD symptoms, and presence of depressive symptoms, there are
probably more similarities rather than differences between these
conditions.

In any case, more research should be pursued on the biological
mechanisms (including, for instance, the involvement of the hypo-
thalamic–pituitary–adrenal axis), pathophysiological models, and
patterns of therapeutic response to conventional (ie, serotonin
reuptake inhibitors or cognitive behavioral therapy) or other inno-
vative treatments of SLEs OCD as compared to NSLEs. Neverthe-
less, we feel our research adds to the literature by showing the
importance of assessing the presence of SLEs in individuals with
OCD, as they may either precipitate or simply shape the clinical
phenomenological expression of the disorder.
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