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Abstract
The present study examined rates of trauma exposure, clinical characteristics associated with
trauma exposure, and the effect of trauma exposure on treatment outcome in a large sample of
primary care patients without posttraumatic stress disorder (PTSD). Individuals without PTSD (N
= 1263) treated as part of the CALM program (Roy-Byrne et al., 2010) were assessed for presence
of trauma exposure. Those with and without trauma exposure were compared on baseline
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demographic and diagnostic information, symptom severity, and responder status six months after
beginning treatment. Trauma-exposed individuals (N = 662, 53%) were more likely to meet
diagnostic criteria for Obsessive Compulsive Disorder and had higher levels of somatic symptoms
at baseline. Individuals with and without trauma exposure did not differ significantly on severity
of anxiety, depression, or mental health functioning at baseline. Trauma exposure did not
significantly impact treatment response. Findings suggest that adverse effects of trauma exposure
in those without PTSD may include OCD and somatic anxiety symptoms. Treatment did not
appear to be adversely impacted by trauma exposure. Thus, although trauma exposure is prevalent
in primary care samples, results suggest that treatment of the presenting anxiety disorder is
effective irrespective of trauma history.
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Estimated rates of trauma exposure (i.e., exposure to events such as serious accidents,
assault, terrorist attacks, being held hostage or kidnapped, fire, discovering a body, sudden
death of someone close, war, or natural disaster) in primary care patients range from 65% to
almost 88% (Alim et al., 2006; Gillespie et al., 2009; Kartha et al., 2008). Trauma exposure
is associated with poorer mental health outcomes in the general population (Breslau,
Chilcoat, Kessler, & Davis, 1999; Breslau, Davis, & Schultz, 2003; Bryant et al., 2010;
Cougle, Timpano, Sachs-Ericsson, Keogh, & Riccardi, 2010; Green et al., 2000; Simon et
al., 2009; Simpson & Miller, 2002) and in primary care (Bruce et al., 2001; Coid et al.,
2003; Gillespie et al., 2009; Glover, Olfson, Gameroff, & Neria, 2010; Khoury, Tang,
Bradley, Cubells, & Ressler, 2010; Löew et al., 2011; McQuaid, Pedrelli, McCahill, &
Stein, 2001; Mellman, Aigbogun, Graves, Lawson, & Alim, 2008), leading to greater mental
health care utilization and costs (Simpson & Miller, 2002). Poorer functioning and greater
symptom severity are associated with trauma exposure, even in those who do not have
posttraumatic stress disorder (PTSD; Bruce et al., 2001; Löew et al., 2011), thus raising the
question of the role of trauma exposure in other anxiety disorders and depression. Anxiety
and depression are very common in primary care (Kroenke, Spitzer, Williams, Monahan, &
Lowe, 2007; Pini, Perkonnig, Tansella, & Wittchen, 1999; Serrano-Blanco et al., 2010);
over 10% of adults who consult a primary care physician have had an episode of an anxiety
or depressive disorder in the past month (Kirmayer, Robbins, Dworkind, & Yaffe, 1993). In
addition, anxious and depressed individuals who seek services typically rely on treatment
options provided in primary care rather than specialty mental health services (Bijl & Ravelli,
2000; Kroenke et al., 2007; Wang et al., 2005; Weisberg, Dyck, Culpepper, & Keller, 2007),
underscoring the importance of understanding how trauma exposure may impact outcomes
for this frequently-treated population.

Despite evidence that trauma exposure is highly prevalent and detrimental for mental health
outcomes, the effect of trauma exposure on treatment response for anxiety disorders other
than PTSD is poorly understood. Trauma exposure might affect treatment response in a
number of ways. Individuals with panic disorder and trauma exposure appear to have greater
symptom severity at baseline (Michelson, June, Vives, Testa, & Marchione, 1998). Given
that greater symptom severity and comorbidity have been found to be negative prognostic
indicators of anxiety treatment in some instances (Forbes, Creamer, Hawthorne, Allen, &
McHugh, 2003; Scholing & Emmelkamp, 1999; Seivewright, Tyrer, & Johnson, 1998;
Solvason, Ernst, & Roth, 2003; Stein, Montgomery, Kasper, & Tanghoj, 2001 - although not
all studies document this effect, see Brown, Antony, & Barlow, 1995; Tsao, Lewin, &
Craske, 1998), trauma exposed individuals might be relatively treatment refractory due to
greater severity or complexity. For example, exposure to traumatic events might strengthen
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beliefs that maintain anxiety (e.g., seeing the world as a dangerous, uncontrollable place)
and are often the focus of psychosocial interventions (James, Southam, & Blackburn, 2004).

Research to date evaluating the relationship between trauma exposure and response to
anxiety treatment is sparse, relatively equivocal, and limited methodologically. Michaelson
et June, Vives, Testa, & Marchione (1998) collected retrospective data on trauma exposure
from participants with panic disorder who had previously completed randomized controlled
trials. Earlier age at the time of trauma and higher level of violence during interpersonal
trauma were negatively associated with baseline depression severity scores, and greater
trauma frequency was associated with depression, anxiety, and general psychopathology at
post-treatment controlling for baseline severity. However, Kipper et al. (2007), in a study
examining pharmacotherapy treatment response in panic disorder, did not find an
association between endorsement of trauma and symptom outcomes when controlling for
age of onset, which was associated with positive trauma history and treatment response.
Shavitt et al. (2010) found that individuals with obsessive compulsive disorder (OCD) who
had a history of trauma showed equivalent treatment response to cognitive behavioral
therapy and better response to pharmacotherapy than those without trauma exposure.
Subsequent analyses also indicated that those within the trauma-exposed group with PTSD
showed greater symptom reduction across both treatment types than those with OCD alone
(Shavitt et al., 2010).

Methodological limitations in these studies preclude firm conclusions about the role of
trauma exposure in treatment response. For example, trauma history was assessed with a
single question in Kipper et al. (2007) and retrospectively after treatment completion by
Michaelson et al. (1998). These studies also differed in how they operationalized
improvement (e.g., self versus clinician report, disorder specific versus general outcome
measures). These differences, in conjunction with the limited evidence currently available
suggest that further research is needed to better understand the effect of trauma history on
treatment outcomes in anxious individuals. Studies with more comprehensive trauma
assessment and broader samples of anxiety disordered patients will allow us to draw
inferences about the potential relationship between trauma history and treatment prognosis.

The purpose of the present analyses is to further examine the effect of trauma exposure on
anxiety. Trauma exposure is a necessary condition for PTSD, and many studies have
examined exposure factors that increase risk of PTSD. There is increasing recognition,
however, that PTSD is not the only pathological response to trauma (Galea et al., 2002;
North et al., 1999). Thus, we were specifically interested in isolating the effect of trauma
exposure in cases where PTSD is not present to determine the impact of trauma exposure on
both baseline presentation and treatment response. Although some evidence suggests that
trauma exposure may be associated with greater severity and lower functioning independent
of PTSD diagnosis (Marshall et al., 2001), relatively few studies have addressed this
question in primary care samples and no published studies have examined the effect on
treatment response in this population. With these aims in mind we first examined
demographic characteristics, prevalence of psychiatric conditions, and symptom severity of
those with and without trauma exposure histories but who did not have PTSD. Second, we
evaluated the effect of trauma exposure on response to anxiety treatment provided in the
primary care setting. Specifically, we examined whether or not baseline trauma exposure
was a moderator (i.e., has an interactive effect with intervention arm on outcome, also
referred to as a prescriptive variable) or predictor variable of treatment outcome (i.e.,
predicts treatment outcome irrespective of intervention assignment, also known as a
prognostic variable; Fournier et al., 2009; Kraemer, Wilson, Fairburn, & Agras, 2002).
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To this end, we utilized treatment outcome data from a randomized controlled trial in which
participants were assigned to complete a Coordinated Anxiety Learning and Management
(CALM) intervention or usual care (UC; Craske et al., 2011; Roy-Byrne et al., 2010). This
sample includes a large ethnically diverse sample of primary care patients with one or more
anxiety disorders (with the exception of those with PTSD, who were excluded for the
present analyses), in contrast to a number of prior studies examining specific populations
(e.g., low income inner city patients; patients with specific anxiety disorders like OCD;
veteran samples). Moreover, the data include a broad range of clinician-assessed diagnostic
data and self-reported severity outcomes and measures of mental health, including trauma
exposure assessed prior to commencing treatment. Consistent with prior literature, we
hypothesized that trauma exposure would be associated with greater symptom severity
(anxiety, depression, and functional impairment) relative to those without trauma exposure.
We also hypothesized that trauma exposure would be a prescriptive variable, such that
individuals with trauma exposure would show a diminished treatment response relative to
those without trauma exposure, particularly in the UC group.

Method
Design

Data for the present analyses were drawn from the randomized controlled effectiveness trial
comparing the CALM intervention (described below) to usual care (UC; clinicaltrials.gov
Identifier NCT00347269; Craske et al., 2011; Roy-Byrne et al., 2010). Individuals with at
least one anxiety disorder (panic disorder, social phobia (SP), generalized anxiety disorder
(GAD), and/or PTSD) were recruited through primary care physicians in 17 primary care
clinics from 4 U.S. cities (Seattle WA, San Diego CA, Los Angeles CA, Little Rock, AR).
Intervention efficacy was determined by blinded assessments conducted at 6, 12, and 18
months after the baseline assessment.

Participants
Initial eligibility assessments were conducted on 1620 individuals. A total of 1004 primary
care patients were randomized between June 1, 2006 and April 1, 2008. Randomization was
conducted by an automated program at RAND using a stratified randomized blocked design
(stratified by clinic and presence of comorbid depression). Eligible participants were
between the ages of 18 and 75, met DSM-IV criteria for at least 1 of the previously
mentioned anxiety disorders, and indicated a score of 8 or greater on the Overall Anxiety
Severity and Impairment Scale (OASIS; Campbell-Sills et al., 2009). Exclusion criteria
included the presence of life-threatening medical conditions, marked cognitive impairment,
active suicidal intent or plan, Bipolar I disorder, current substance dependence (except
alcohol and marijuana), ongoing treatment in a cognitive behavioral intervention program,
and inability to speak either English or Spanish. In order to determine the effects of trauma
exposure other than PTSD, individuals with PTSD were excluded from the present analyses.
For examination of the relationship between trauma exposure and diagnosis at baseline, data
were used from 1263 individuals who completed a clinical interview to determine eligibility
for the study. For examination of the relationship between trauma exposure and
demographic and clinical characteristics, and response to treatment, data from 696
individuals with complete symptom measures at baseline and 6 months were utilized (for a
complete description of this data set, including missing data, see Roy-Byrne, et al., 2010).

Potential participants were referred from primary care providers at one of the participating
clinic locations. In addition, some sites conducted screening with the OASIS to identify
individuals who might be eligible to participate. Final eligibility was determined by a
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clinician. All procedures were approved by the Institutional Review Board at each
institution.

Intervention
CALM—Participants receiving the CALM intervention could opt to receive CBT,
medication, or both. The CBT program consisted of 5 generic modules for anxiety treatment
(self-monitoring, psychoeducation, fear hierarchy, breathing retraining, and relapse
prevention), a cognitive module and 3 exposure modules that were disorder-specific (for a
detailed review of treatment components see Craske et al., 2009) that were presented in a
computer-guided format that directed the clinician and patient. In the case of comorbid
conditions, participants completed the modules for the disorder that they indicated was most
distressing and/or disabling during their first treatment session. For participants selecting
medication management, medication was prescribed by the individual’s primary care
provider with consultation from local study psychiatrists. The algorithm for medication
management was based on first-line use of selective serotonin reuptake inhibitor or
serotonin noradrenalin reuptake inhibitory antidepressants. Non- or suboptimal response to
medication was addressed by medication change, addition of another antidepressant or a
benzodiazepine. In the case of medication management, a study clinician provided
adherence monitoring and counseling on minimizing alcohol and caffeine, sleep hygiene,
and behavioral activation.

Usual Care—Participants randomized to the usual care (UC) condition continued to be
managed by their primary care physician. Treatment received by these individuals possibly
included medication, counseling by the primary care physician, or counseling by mental
health specialists based on physician referral. Contact with study personnel took place only
for completion of assessments.

Assessments
Diagnostic status—The Mini International Neuropsychiatric Interview (MINI; Sheehan
et al., 1998) was administered by a trained study clinician to determine diagnostic status and
eligibility for study entry. In the course of completing this assessment, individuals were
asked about exposure to potentially traumatic events involving actual or threatened death or
injury (i.e., “Have you ever experienced or witnessed or had to deal with an extremely
traumatic event that included actual or threatened death or serious injury to you or someone
else?”). The clinicians were trained to solicit information to assure that a PTSD criterion A
event was being reported. Consistent with prior studies of trauma exposure in primary care,
individuals who indicated that they had experienced at least one such event were considered
to be positive for trauma exposure (Bruce et al., 2001; Glover et al., 2010).

Demographics and symptom severity—After completing the MINI to determine
eligibility, participants were contacted via telephone by the RAND Corporation to complete
a baseline assessment. This assessment included questions about demographic
characteristics including age, education, and ethnicity/race (categorized as Caucasian, Black,
Hispanic, or other). General symptom severity was assessed using 12 items from the anxiety
and somatization subscales of the 18-item Brief Symptom Inventory (BSI-18; we will refer
to the subset used in this project as the BSI-12; Derogatis & Savitz, 2000). This assessment
was the primary dependent outcome variable. The BSI and its subscales possess adequate
psychometric properties, including sensitivity to change (e.g., Piersma, Reaume, & Boes,
1994). Other symptom severity measures administered that were relevant to the objectives of
this study included the OASIS (Campbell-Sills et al., 2009), Patient Health Questionnaire-8
(PHQ-8, the Patient Health Questinnaire-9 excluding the suicide item; Kroenke, Spitzer, &
Williams, 2001), the Sheehan Disability Scale for assessing functional impairment (SDS;
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Sheehan, Harnett-Sheehan, & Raj, 1996), and the 12-item short form Heath Survey version
2 (SF-12; Ware, Kosinski, Turner-Bowker, & Gandek, 2002).

Statistical analysis
We first examined the frequency of trauma exposure and compared demographic and
clinical characteristics between trauma exposed and non-trauma exposed individuals.
Continuous variables were analyzed using t-tests. Categorical variables were compared
using χ2 tests. To describe the association between trauma exposure and treatment
prognosis, multiple logistic regression was conducted predicting treatment response at the 6-
month assessment. To compensate for multiple comparisons, we set our critical p-value in
all analyses to p < .01.

Results
Baseline rates of trauma exposure and exposure rates by demographic variables

Of 1263 patients, 662 (53%) reported exposure to a traumatic event as defined by DSM-IV
Criterion A. Demographic characteristics of trauma and no-trauma groups are in Table 1
(total N for these analyses = 696). There were no significant differences in trauma exposure
based on ethnicity/race (χ2(3) = 2.53, p = .47), educational attainment (χ2(2) = .73 p = .69),
or age (t(695) = −1.85, p = .07). Although the trauma exposed group tended to have a higher
proportion of females, this difference did not meet the p < .01 threshold for statistical
significance set for the analyses (p =.048)i.

Mental health impact of trauma – Rates of emotional disorders
For the full sample of individuals who received a diagnostic interview (N = 1263), we
examined whether or not individuals with and without trauma history differed in rates of the
following disorders: agoraphobia without a history of panic disorder, panic with and without
agoraphobia, OCD, major depressive disorder, dysthymia, manic or hypomanic episode,
alcohol abuse or dependence, and substance abuse or dependence. Trauma exposure was
significantly associated only with OCD (χ2(1) = 11.53, p = .001; see Table 2).

Mental health impact of trauma – Severity of emotional symptoms
For the sample of individuals with complete symptom severity data (N = 696), as compared
to individuals who did not endorse trauma exposure, those who had experienced one or more
traumas scored higher on the BSI somatization subscale (t(964)=−2.71, p = .01). No group
differences were found for the BSI anxiety subscale (t(964)=−2.16, p = .03, ns), PHQ-8
(t(964)=−1.14, p= .26, ns), OASIS (t(694=−.14, p = .85), Sheehan Disability Scale (t(688=−.
14, p = .89, ns) or the mental health subscale of the SF-12 (t(694) = −1.88, p = .06, ns).

Relationship between trauma exposure and treatment response at six-months
To examine the relationship between trauma exposure (those who had experienced one or
more traumas compared to those with no trauma history) and treatment outcome, treatment
response was defined as a 50% or more decrease in symptoms from baseline to 6-month
assessment on the BSI-12, which is the threshold used in analysis of data from the main trial
(Roy-Byrne et al., 2010). We examined whether or not trauma exposure was associated with
differential response to CALM relative to UC (i.e., trauma exposure as a moderator of
response to the CALM or UC intervention). Intervention was entered as a predictor in the
first step, followed by trauma exposure in the second step and the interaction between
intervention and trauma exposure in the third step. Results revealed that there was no
significant relationship between trauma exposure or the interaction between trauma

Bomyea et al. Page 6

J Psychopathol Behav Assess. Author manuscript; available in PMC 2014 June 01.

N
IH

-PA Author M
anuscript

N
IH

-PA Author M
anuscript

N
IH

-PA Author M
anuscript



exposure and intervention on outcomes (see Table 3)1. Means and standard deviations for
pre and post-treatment BSI-12 scores are provided in Table 1.

Discussion
We first sought to examine potential demographic and clinical differences between primary
care patients who had and had not been exposed to trauma (excluding those with PTSD).
Findings were consistent with prior studies indicating that trauma exposure is highly
prevalent in anxious primary care patients. The prevalence in this sample is similar to that
reported in population surveys (Kessler, Sonnega, Bromet, Hughes, & Nelson, 1995) and
other primary care samples (Alim et al., 2006). Results revealed that among the diagnoses
assessed in this study, only OCD was more prevalent in trauma exposed patients than in
non-exposed patients. Consistent with prior studies of the effects of trauma exposure in
primary care samples (Löew et al., 2011), individuals who had experienced trauma reported
more somatic symptoms than those who had not. However, no group differences were found
for severity of anxiety, depression, or functional impairment. We also examined whether or
not trauma exposure differentially impacted response to CALM versus UC. No interactive
effect of trauma exposure and intervention condition was found on responder status at 6-
months.

The present data are the first to suggest greater rates of OCD in individuals with trauma
exposure within a primary care sample. Prior literature suggests that stressors often precede
the emergence of OCD (Cromer, Schmidt, & Murphy, 2007; Hollingsworth, Tanguay,
Grossman, & Pabst, 1980; Khanna, Rajendra, & Channabasavanna, 1988) and a number of
prior case studies have indicated a potential link between trauma exposure and OCD (see for
example de Silva & Marks, 2001; Pitman, 1993; Sasson et al., 2005). Given these data,
researchers have posited that OCD symptoms may be expression of maladaptive attempts to
regulate negative, anxiety provoking cognitions and affect that may occur after stress
(Kessler et al., 1995). Extant literature exploring the link between OCD symptoms and
PTSD suggests that obsessions and compulsions may emerge after trauma and reflect
exaggerated attempts to regain control over the environment and ensure safety (e.g.,
checking locks), or alternatively may function as avoidance behaviors in relation to trauma
cues (e.g., mental or behavioral rituals such as washing to avoid trauma-related thoughts; see
for example de Silva & Marks, 1998; Gershuny, Baer, Radomsky, Wilson, & Jenike, 2003).

However, larger-scale studies have produced equivocal support for this relationship
(Huppert et al., 2005; Grabe et al., 2001; although see Grabe et al., 2008 for an exception).
In attempting to account for these discrepancies some researchers have argued that the link
between trauma and OCD may be an artifact of overlapping symptoms in OCD and PTSD
(i.e., persistent intrusive thoughts and ritualistic behavior to prevent feared outcomes;
Huppert et al., 2005). The present data add to this literature by examining the potential
increased rates of OCD in those with trauma exposure who do not meet criteria for PTSD.
These findings suggest that there may be a link between trauma exposure and OCD,
consistent with models suggesting extreme stress as a catalyst for obsessions and
compulsion symptoms in vulnerable individuals. However, future work controlling for the
severity of subsyndromal PTSD (using continuous measures of symptoms in those with
trauma exposure) is needed to determine whether symptom overlap may partially account
for this relationship.

The present findings are partially consistent with prior studies (Kipper et al., 2007; Shavitt et
al., 2010) that failed to find a relationship between presence of trauma exposure and poor

1Results of analyses using continuous BSI-12 scores as the dependent variable produced equivalent results.
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treatment prognosis. There were no differential effects of trauma exposure in patients
receiving the CALM intervention relative to UC condition across both anxiety and somatic
symptoms. The replication of this finding in a large sample of individuals with multiple
anxiety disorders increases confidence that these findings are not merely due to insufficient
power to detect an effect.

A number of limitations should be considered in interpreting these findings. First, the data
pertaining to trauma exposure are cross-sectional in nature. Comorbid psychiatric conditions
like OCD might precede or be a consequence of trauma exposure. For example, strict
adherence to behavioral rituals or hyperfocus on the content of cognitions could potentially
decrease attention to daily activities and interactions, paradoxically increasing the risk of
danger in the environment. Thus, the mechanism underlying the relationship between trauma
exposure and OCD is unclear at this time. Further information on chronology, as well as
possible shared mechanisms like anxiety sensitivity, avoidant coping style, or dissociation,
is needed to elucidate mechanisms and patterns of comorbidity in this population. Because
OCD was not a treatment target in the present intervention and individuals with primary
OCD were not included in this trial, it is not possible to determine the effect of trauma
exposure on treatment specifically for this disorder. In addition, relatively limited
information about the type, frequency, and duration of trauma exposure is available due to
the methodology of the study. Thus, it is difficult to directly compare to other studies that
have examined the psychiatric outcomes of specific trauma types like assault. It is possible
that the overall patterns of findings may differ dependent on the type of trauma exposure
experienced by the individual (e.g., interpersonal trauma versus accidents or combat). Future
work in this area might include more detailed trauma assessment.

Additional limitations of the study relate to the use of data from a randomized clinical trial.
The selected sample is biased in that it represents a group of individuals willing to
participate in treatment and selected for specific eligibility criteria (rather than a random
sample of anxious primary care patients). This sample selection may account for
discrepancies found between these data and prior studies of anxious primary care patients.
For example, although prior studies have found increased rates of substance use disorders in
individuals with trauma exposure (Glover et al., 2010), the present analyses did not. This
may be accounted for by differences in samples between this and prior studies (e.g., general
trauma exposure vs. assault only in Glover et al., 2010, multiple sites of sampling vs. inner
city populations, Gillespie et al., 2009). An additional explanation for discrepancies in initial
severity analyses is that only individuals who enrolled in treatment and completed the 6-
month follow-up were included. Thus, selection processes inherent in the completion of the
clinical trial may have resulted in groups more equivalent in severity (anxiety, depression,
functioning) than what would be seen if all patients initially screened had completed this
assessment. The assessment of diagnostic status was completed using the MINI; although
this measure corresponds well with other assessments such as the SCID, it is a brief
assessment. Thus, not all Axis-I diagnoses are fully assessed, and participants are asked to
retrospectively recall lifetime diagnoses which may lead to memory biases and other errors
in recall. Finally, our measure of treatment-related change is limited to the BSI-12. Future
studies should look at change in diagnostic status and disorder-specific measures.

Despite these limitations, findings highlight the high prevalence of trauma exposure in
primary care settings. As noted by Bruce and colleagues (2001), increased awareness of the
potential impact of trauma exposure and assessment by physicians is critical in detecting
problems that may be associated with trauma (e.g., psychiatrically-based somatic
complaints). Given the sensitive nature of trauma exposure and the high rates of avoidance
and distress associated with trauma, proper screening procedures within primary care may
provide access for individuals who would not otherwise seek specialty mental health care.
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Moreover, findings suggest that for anxious patients who have experienced trauma but do
not have PTSD, focusing on the traumatic event is not necessary for effective treatment.
Instead, a clinical focus on the primary presenting problem appears sufficient to ameliorate
anxiety symptoms regardless of trauma history. The lack of differential treatment response
suggests that the presence of trauma does not necessarily indicate that a higher level of care
is needed relative to other anxious individuals, nor that focusing on trauma is necessary for
effective treatment in those with trauma exposure.

In summary, the present findings suggest that trauma exposure may be independently
associated with OCD and greater somatic symptoms. Among individuals completing this
randomized controlled trial of anxiety treatment, no differences in baseline severity (i.e.,
anxiety, depression, mental health functioning) between those with and without trauma
exposure were noted. Moreover, trauma exposure did not appear to negatively affect
treatment prognosis in individuals receiving the more intensive CALM program or usual
care. This suggests that careful assessment of the specific presenting complaint rather than
trauma exposure, per se, should dictate treatment planning.
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Table 1

Baseline demographic variables and clinical characteristics by trauma exposure group

Trauma Exposed (N = 378) Not trauma exposed (N = 318)

Race:

 Hispanic 69 (18%) 59 (19%)

 Black 30 (8%) 35 (11%)

 White 230 (61%) 187 (59%)

 Other 49 (13%) 37 (11%)

Years of education┼:

 Less than 12 years 15 14

 12 years 66 46

 More than 12 years 297 258

Gender:

 Female 277 217

 Male 101 101

Mean Age: 44.6 (13.6) 42.7 (13.1)

Baseline BSI-12

 CALM 16.4 (9.1) 13.8 (7.0)

 UC 15.4 (8.2) 14.6 (8.8)

6-month BSI-12

 CALM 8.7 (7.9)* 8.3 (8.0)*

 UC 10.8 (7.5)* 10.0 (8.8)*

┼
 Education data missing for one patient.

Note: Table represents N in each cell for race, mean years of education, and gender. Cells represent means and standard deviation for age.

*
Results of paired-samples t-tests comparing baseline to 6-month BSI-12 scores indicated a significant decrease over time for all groups, ps < .001

J Psychopathol Behav Assess. Author manuscript; available in PMC 2014 June 01.



N
IH

-PA Author M
anuscript

N
IH

-PA Author M
anuscript

N
IH

-PA Author M
anuscript

Bomyea et al. Page 15

Ta
bl

e 
2

A
ss

oc
ia

tio
n 

of
 tr

au
m

a 
ex

po
su

re
 w

ith
 e

m
ot

io
na

l d
is

or
de

r 
(N

 =
 1

26
3)

V
ar

ia
bl

e
%

 (
N

) 
tr

au
m

a 
ex

po
se

d
%

 (
N

) 
no

n-
tr

au
m

a 
ex

po
se

d
C

hi
 s

qu
ar

ed
 v

al
ue

p-
va

lu
e

C
ur

re
nt

 a
go

ra
ph

ob
ia

 w
/o

 p
an

ic
13

 (
82

)
11

 (
64

)
1.

99
.3

7

Pa
ni

c 
w

ith
 a

go
ra

ph
ob

ia
27

 (
17

9)
26

 (
15

5)
1.

30
.5

2

Pa
ni

c 
w

ith
ou

t a
go

ra
ph

ob
ia

9 
(5

9)
8 

(4
9)

1.
25

.5
4

L
if

et
im

e 
hi

st
or

y 
of

 p
an

ic
 d

is
or

de
r

51
 (

33
6)

44
 (

26
3)

6.
18

.0
13

C
ur

re
nt

 O
C

D
9 

(5
6)

4 
(2

3)
11

.5
3

.0
01

C
ur

re
nt

 M
D

D
58

 (
38

3)
54

 (
32

4)
2.

0
.1

6

R
ec

ur
re

nt
 M

D
D

28
 (

18
3)

26
 (

15
8)

.2
9

.5
9

C
ur

re
nt

 d
ys

th
ym

ia
5 

(3
3)

5 
(3

0)
<

 .0
01

.9
9

C
ur

re
nt

 h
yp

om
an

ic
 e

pi
so

de
3 

(2
0)

3 
(1

6)
.1

5
.7

0

C
ur

re
nt

 m
an

ic
 e

pi
so

de
2 

(1
3)

1 
(7

)
1.

29
.2

6

L
if

et
im

e 
hi

st
or

y 
of

 h
yp

om
an

ic
 e

pi
so

de
(s

)
6 

(3
9)

5 
(2

7)
1.

24
.2

7

L
if

et
im

e 
hi

st
or

y 
of

 m
an

ic
 e

pi
so

de
(s

)
3 

(2
1)

2 
(1

1)
2.

30
.1

3

C
ur

re
nt

 A
lc

oh
ol

 A
bu

se
4 

(2
9)

6 
(3

4)
1.

08
.3

0

C
ur

re
nt

 A
lc

oh
ol

 D
ep

en
de

nc
e

5 
(3

6)
5 

(3
1)

.0
5

.8
3

L
if

et
im

e 
hi

st
or

y 
of

 a
lc

oh
ol

 a
bu

se
5 

(3
2)

7 
(3

9)
1.

63
.2

0

L
if

et
im

e 
hi

st
or

y 
of

 a
lc

oh
ol

 d
ep

en
de

nc
e

7 
(4

5)
6 

(3
5)

.5
0

.4
8

C
ur

re
nt

 S
ub

st
an

ce
 A

bu
se

3 
(1

7)
1 

(7
)

3.
33

.0
7

C
ur

re
nt

 S
ub

st
an

ce
 D

ep
en

de
nc

e
2 

(1
2)

1 
(5

)
2.

28
.1

3

L
if

et
im

e 
hi

st
or

y 
of

 s
ub

st
an

ce
 a

bu
se

4 
(2

3)
2 

(1
0)

4.
06

.0
4

L
if

et
im

e 
hi

st
or

y 
of

 s
ub

st
an

ce
 d

ep
en

de
nc

e
3 

(2
0)

2 
(9

)
3.

26
.0

7

J Psychopathol Behav Assess. Author manuscript; available in PMC 2014 June 01.



N
IH

-PA Author M
anuscript

N
IH

-PA Author M
anuscript

N
IH

-PA Author M
anuscript

Bomyea et al. Page 16

Table 3

Hierarchical Logistic Regression Analyses of Intervention (CALM, UC), Trauma Exposure, and the
interaction of Intervention and Trauma Exposure Predicting Responder status on the BSI

Moderator

B SE B OR [95% CI] Nk R2

Step 1 .02***

Intervention .54*** .164 1.72 [1.23, 2.33]

Step 2 .02***

Intervention Status .54*** .16 1.72 [1.27, 2.33]

Trauma Exposure .06 .16 1.06 [0.78, 1.44]

Step 3 .02***

Intervention .44 .23 1.55 [.99, 2.4]

Trauma Exposure −.05 .23 0.95 [.61, 1.49]

Intervention x Trauma Exposure .20 .39 1.22 [.66, 2.24]

Note. OR = odds ratio, CI = confidence interval Nk = Nagerlkerke

**
p < .01.

***
p < 001.
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