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Objective—We previously reported that a history of abuse was associated with a poorer response
to combination treatment in the Treatment of Resistant Depression in Adolescents study
(TORDIA). We now report on the nature and correlates of abuse that might explain these findings.

Method—Youth who did not benefit from an adequate selective serotonin re-uptake inhibitor
(SSRI) trial (N=334) were randomized to: an alternative SSRI; an alternative SSRI plus cognitive
behavior therapy (CBT); venlafaxine; or venlafaxine plus CBT. Analyses examined the effect of
history of abuse on response to the pharmacotherapy and combination therapy.

Results—Those without a history of physical abuse (PA) or sexual abuse (SA) had a higher 12-
week response rate to combination therapy compared to medication mono-therapy (62.8% vs.
37.6%; OR=2.8, 95% CI: 1.6–4.7, p<0.001). Those with a history of SA had similar response rates
to combination vs. medication monotherapy (48.3% vs. 42.3%; OR=1.3, 95% CI: 0.4–3.7;
p=0.66), while those with history of PA had a much lower rate of response to combination therapy
(18.4% vs. 52.4%, OR=0.1; 95% CI: 0.02–0.43). Even after adjusting for other clinical predictors,
a history of PA moderated treatment outcome.

Conclusion—These results should be considered within the limitations of a post-hoc analysis,
lack of detailed assessment of abuse and other forms of trauma, and neuropsychological status.
Depressed patients with history of abuse, especially PA may require specialized clinical
approaches. Further work is needed to understand by what mechanisms a history of abuse affects
treatment response.

Keywords
Depression; adolescents; cognitive behavioral therapy; abuse; selective serotonin reuptake
inhibitor

Introduction
The relationship between a history of physical or sexual abuse and increased risk of adverse
mental health outcomes, including depression is well-established.1, 2 Moreover, childhood
history of abuse may be associated with an earlier age of depression onset, more chronic
course, and suicidal behavior.3–6 However, there are few studies examining the association
between history of abuse and response to treatment among depressed patients, particularly
among adolescents.

In a study examining the efficacy of psychotherapy, pharmacotherapy, and combination
therapy for chronic depression in adults, Nemeroff et al7 found that participants with a
history of child trauma (parental loss, abuse, or neglect) responded better to cognitive
behavioral therapy (CBT), with or without the antidepressant nefazodone, compared to
antidepressant alone, with a history of physical abuse most strongly accounting for this
finding. Both a history of sexual abuse8 and of either experiencing or witnessing actual or
threatened serious injury9 have been reported to result in a lower response to CBT in
depressed adolescents. In the Treatment for Adolescents with Depression Study (TADS), a
history of trauma flattened out expected differences among treatment groups, and in those
with history of sexual abuse, there was a non-significant trend for a lower response to CBT
only compared to the other treatments.10

In the Treatment of Resistant Depression in Adolescents study (TORDIA) study, we
recently found that those with a history of physical or sexual abuse had a superior response
to medication mono-therapy compared to the combination of CBT and medication, which is
the reverse of the pattern of response found among those without a history of abuse.11, 12

However, in reporting the moderation of treatment response by history of abuse, we did not

Shamseddeen et al. Page 2

J Am Acad Child Adolesc Psychiatry. Author manuscript; available in PMC 2012 March 1.

N
IH

-PA Author M
anuscript

N
IH

-PA Author M
anuscript

N
IH

-PA Author M
anuscript



examine, or control for other possible confounding factors associated with a history of abuse
that might influence treatment response, such as age of onset, chronicity, parental
psychopathology, family discord, and poverty.13–17

The overarching aim of this secondary analysis of the TORDIA study is to unpack the
previously reported relationship between a history of abuse and poorer response to
combination treatment12 by examining if: 1) the lower response to combination therapy was
among those with history of physical abuse, sexual abuse, or both, and 2) this moderation
effect is due to baseline differences in severity and comorbidity, other correlated family
variables, treatment variation, or is best be explained by history of abuse itself.

Methods
Participants

All participants had clinically significant depression despite adequate, pre-trial treatment
with an SSRI at a dosage equivalent to 20mg. of fluoxetine for at least 4 weeks, with the
final 4 weeks at a dosage equivalent to 40mg of fluoxetine, unless this dose could not be
tolerated. Significant depression was defined as a total score ≥40 on the Child Depression
Rating Scale-Revised (CDRS-R)18 and a score ≥4 on Clinical Global Impression- Severity
(CGI-S).19 The CDRS-R is a 17-item scale, which results in total scores ranging from 17 to
113, with a total score ≥40 indicating clinically significant depression.20 The CGI-I is a
measure of clinical improvement, as rated on a scale of 1 (very much improved) to 7 (very
much worse).19 Both the CDRS and CGI-I were completed by an independent evaluator
(IE), blind to treatment assignment.

Exclusion criteria were: completing ≥2 prior adequate SSRI trials; history of non-response
to an adequate trial of venlafaxine; prior trial of CBT, with ≥7 sessions; on medications with
psychoactive properties, excluding some study-allowed medications at stable doses (≥6
weeks duration); diagnoses of bipolar spectrum disorder, psychosis, autism, eating disorders,
substance abuse or dependence; hypertension (diastolic blood pressure ≥90); and females
who were pregnant, breast-feeding, or not reliably using contraception.

The study was approved by each site’s local IRB; all participants gave informed assent and
consent after they turned age 18, and parents gave informed consent.

Randomization and treatment
Participants were randomly assigned to one of four treatments following the failed SSRI
treatment: switching to a second SSRI; switching to venlafaxine; switching to a second SSRI
combined with CBT; or switching to venlafaxine combined with CBT. Randomization was
balanced both within and across sites on: incoming treatment medication, comorbid anxiety,
chronic depression (duration ≥24 months), and suicidal ideation (Beck Depression Inventory
[BDI] item 9 ≥2).21

Cognitive Behavioral Therapy
Therapists who provided CBT had at least a master’s degree in a mental health field, and
had at least one year prior experience in using this treatment modality. CBT drew upon the
manuals that emphasize cognitive restructuring and behavior activation, emotion regulation,
social skills, and problem solving for participants, and that also emphasize parent-child
sessions to decrease criticism and to improve support, family communication, and problem
solving.11 The protocol consisted of 12 weekly sessions (60–90 minutes each) of CBT, 3 to
6 of which were to be family sessions. A median of 9 CBT sessions were delivered across
the treatment groups. Therapy audiotapes were reviewed using the Cognitive Therapy
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Rating Scale22 by on-site supervisors, supervisors in Pittsburgh, and one external consultant,
with a high proportion rates as acceptable (>93.9%).

Pharmacotherapy
Participants in the SSRI switch groups who were initially treated with citalopram, sertraline,
or fluvoxamine were randomized to receive either fluoxetine or paroxetine. If they were
initially treated with fluoxetine, they were switched to receive paroxetine and vice versa.
After the FDA warnings on paroxetine, citalopram was used in its stead. The SSRI dosage
was 10mg per day for the first week and 20mg per day for weeks 2 to 6, with an option to
increase to 40mg per day if there was insufficient clinical improvement (CGI-I ≥3). The
venlafaxine dosages for weeks 1 to 4 were 37.5, 75, 112.5, and 150 mg, respectively, with
an option to increase to 225mg at week 6. If intolerable adverse effects developed after a
medication increase, the participant’s dosage was lowered to either 20 mg of an SSRI or to
150 mg of venlafaxine.

Pharmacotherapists were either psychiatrists or master’s degree–nurses working with the
supervision of a psychiatrist. The study psychiatrist examined participants at entry, 6 weeks,
and 12 weeks. Medication sessions were 30–60 minutes in duration and included assessment
of vital signs, adverse effects, safety, and symptomatic response, and occurred weekly for
the first 4 weeks and every other week thereafter.

Blinding Procedure
The intent was for study participants and clinicians to be blinded to medication treatment
assignment and for IE to be blinded to both medication and CBT assignment. Blinding for
medication was maintained by use of 3 encapsulated pills daily for all prescriptions, some of
which might be placebo to mask drug type and dose. The blinding to CBT for IE was
maintained by scheduling the IE’s assessments at a time not contiguous with CBT sessions
and by asking participants and staff not to discuss CBT treatment assignment when the IE
was present. In 64 cases, the blinding of the IE was compromised, most commonly because
of participant disclosure of receiving CBT, although results were similar after controlling for
the effects of unblinding.11

Outcome and measures
The primary outcome, “adequate clinical response” at week 12, was defined as at 50%
reduction in CDRS score and a Clinical Global Impressions- Improvement (CGI-I) score ≤2.
The Schedule for Affective Disorders and Schizophrenia for School-Age Children-Present
and Lifetime version (K-SADS-PL) was used to ascertain DSM-IV diagnoses of major
depressive disorder and comorbid conditions.23 History of lifetime physical and sexual
abuse was assessed among other traumatic events in the post traumatic stress disorder
section the K-SADS-PL. Physical abuse was defined as “bruises sustained on more than one
occasion, or more serious injury sustained”. Sexual abuse, on the other hand, was defined as
isolated or repeated incidents of genital fondling, oral sex, or vaginal or anal intercourse”.
The adolescents were also assessed for hopelessness, suicidal ideation, alcohol and
substance use, and family conflict using the Beck Hopelessness Scale (BHS)24, Suicide
Ideation Questionnaire-Jr (SIQ-Jr),25 Drug Use Screening Instrument (DUSI)26 and Conflict
Behavior Questionnaire- Adolescent version and Parent versions (CBQ-A and CBQ-P),27

respectively. Functional status was assessed by the IE using the Children’s Global
Adjustment Scale (CGAS).28
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Inter-rater Reliability
Inter-rater reliability was monitored throughout the study and remained high for diagnosis of
depression and dysthymia (κ=0.70; 95% CI, 0.49–0.89; N=150), for CDRS-R (intra-class
correlation coefficient=0.85; 95%CI, 0.80–0.89; N=324), and for both the CGI-S and CGI-I
(for both, intra-class correlation coefficient=0.84; 95% CI, 0.74–0.89; N=176).

Statistical analysis
The Statistical Package for Social Sciences (SPSS 14.0) was used to conduct statistical
analysis. Pearson chi-square and independent sample t-test were conducted to examine, in
those who received combined treatment, the baseline variables associated with history of
abuse, to see if any of these correlates might explain the relationship between abuse and
response to combined treatment. Baseline variables significantly associated with abuse were
controlled for in a binary logistic regression with response to treatment being the outcome.
P-values less than 0.05 were considered to be statistically significant.

Results
Out of the 334 enrolled participants, 43 (13.1%) had a history of physical abuse (PA) and 55
(16.9%) had a history of sexual abuse (SA); of these, 17 patients (5.2%) had a history of
both. We conducted analyses both including and excluding the latter 17 participants, and,
since findings were similar, we report herein on results including those 17 participants.
Those proportions assigned to CBT for those with a history of PA (51.2%) and SA (47.3%)
was similar to those without such a history. The response rate was 50.0% among those with
a history of SA only, 34.6% in those with history of PA only, and 35.3% among those with
history of both physical and sexual abuse.

A history of SA was not related to response in the overall sample (45.5% vs. 48.9%, odds-
ratio [OR]=0.9, 95 % confidence interval [CI]:0.5–1.6, p=0.64). There was non-significant
trend for PA to be associated with lower response rates compared to no history of PA
(34.9% vs. 50.2%, OR=0.5, 95% CI: 0.3–1.0, p=0.06). Figure 1 shows the rates of response
in combination vs. medication monotherapy stratified by abuse history. Among participant
with no history of either PA or SA, combination therapy had higher rates of response
compared to monotherapy (62.8% vs. 37.6%; OR=2.8, 95% CI: 1.6–4.7, p<0.001). Among
participants with a history of SA, the rates of response to combination treatment and to
medication monotherapy were similar (42.3% vs. 48.3%. OR=0.8, 95% CI: 0.3–2.3;
p=0.66). Among adolescents with a history of PA, response rates were significantly lower in
the combination condition than in medication monotherapy (18.2% vs. 52.4%, OR= 0.2,
95% CI: 0.1–0.8, p=0.02. The relationship between a history of PA and response to
combination therapy persisted even when excluding those 17 participants who had history of
both PA and SA (OR=0.09, 95% CI: 0.01–0.6, p=0.01). Excluding those with both PA and
SA, PA was found to moderate treatment response to combination treatment relative to those
without a history of abuse (p=0.001), whereas for those with a history of SA, the effect of
moderation was non-significant (p=0.18).

PA vs. no abuse in those with combination treatment
Because PA but not SA was found to moderate response to combination therapy, we
examined the characteristics of those who received combination therapy with PA (with or
without history of SA) to those who received combination without a history of PA (Table 1),
and also compared those treated with combination treatment with a history of PA vs, SA,

Although those with a history of PA showed no association with any demographic variable,
they did have with higher baseline self-reported depression (27.0±15.5 vs. 20.4±11.8, t=
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−2.3, df=159, p=0.02) and suicidal ideation (55.5±27.1 vs. 38.8±2.0, t=−3.1, df=157,
p=0.002), as well as higher lifetime rates of PTSD (OR=6.0; 95% CI: 1.5–24.6), dysthymia,
(OR=3.1, 95% CI 1.2–7.8) suicide attempts (OR=6.2, 95% CI, 2.4–15.9), and non-suicidal
self injurious behavior (OR=3.2, 95% CI: 1.3–8.2).

There were no differences between those with and without a history of PA with respect to
attended CBT sessions (7.0±4.6 vs. 8.5±3.4, t=1.5, df= 24.7, p=0.15) or the frequency of
receipt of the different CBT components. There was a non-significant tendency for those
with a history of PA to have attended fewer pharmacotherapy sessions as compared to the
no-PA group (6.6±2.8 vs. 7.8±2.1, t= −1.9, df=24.9, p=0.06). There were also no differences
between the two groups with respect to medication assignment (54.5% vs. 48.9% assigned
to an SSRI, χ2=0.24, p=0.62), the type of SSRI they were switched to (50.0% vs. 52.2%
switched to fluoxetine, χ2=0.02, p=0.89), the maximum dose of SSRI (34.2±10.8 vs.
31.8±9.9mg, t=0.7, df=79, p=0.47), or maximum dose of venlafaxine (161.2±75.1 vs.
179.2±54.2mg, t=−0.9, df=80, p=0.35). There was also no difference between the two
groups with respect to prescription of adjunctive medications for sleep (22.7% vs. 15.6%,
Fisher’s exact test [FET]: p=0.37) or anxiety (9.1% vs. 3.5%, FET: p=0.23).

In the full logistic model assessing the impact of PA, adolescents with history of PA were
only one-tenth (OR=0.08; 95% CI: 0.02–0.36) as likely to have adequate response to
combined treatment as compared to the no-PA group, even after controlling for age, baseline
self-reported psychopathology (suicidal ideation, depression, hopelessness), comorbidity
(PTSD, dysthymia), history of suicide attempts and NSSI, number of CBT sessions, and
number of pharmacotherapy session, CGAS score, and site (Table 2). The most
parsimonious model, obtained by backwards-stepping logistic regression, retained PA
history (OR= 0.08; 95% CI: 0.02–0.32), age, BDI, number of CBT sessions attended, history
of PTSD, and site (Table 2). History of PA had no significant interaction with any of the
variables retained in the last step of the backward mode (all p-values>0.05).

Within those participants who received combination treatment, those with a history of PA
were more likely than those with a history of SA to be male (26.7% vs. 0.0%, FET, p=0.03),
have higher SIQ scores (55.3±31.2 vs. 35.7±17.2, t=2.1, df=21.5, p=0.04), but lower DUSI
scores (8.0±9.2 vs. 21.8±24.2, t=−2.2, df=22.5, p=0.04); these differences were not
sufficient to explain the better response to combination treatment in those with a history of
SA vs. PA.

Discussion
In this paper, we have found that the negative impact of a history of abuse on response to
combination treatment relative to medication monotherapy in the TORDIA study is mostly
explained by a history of physical abuse.12 In those with a history of SA, the responses to
combination treatment and medication monotherapy were similar, whereas in those without
a history of abuse, combination treatment is clearly superior. Those participants with a
history of PA had many characteristics that might be expected to predict a poorer response
to treatment, namely higher self-reported depression, suicidal ideation, hopelessness, and
history of PTSD, dysthymic disorder, suicide attempt, and non-suicidal self-injury.
However, even after controlling for these variables, adolescents with a history of PA were
still 10 times as likely to have an adequate response to medication monotherapy as to
combined treatment. Thus, we are not able to identify the mechanism by which physical
abuse affects treatment outcome, except to say that it is not attributable to differences in
baseline characteristics, or amount or quality of treatment received.
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These results should be considered within the context of strengths and limitations of this
study. This study is one of the first to examine the impact of different types of abuse on
treatment outcome in depressed adolescents, and randomization was preserved with respect
to the rates of abuse across treatment cells. Treatment was randomly assigned and was
carefully monitored for quality. On the other hand, TORDIA was not designed to examine
the best modality of treating depression among youth with a history of abuse. Although the
sample size of TORDIA is relatively large, the number of participants with a history of
abuse is relatively small. We did not collect details about severity, frequency, duration, and
timing of abuse, and the relation between victim and perpetrator. In addition, neglect, verbal
abuse, and other traumatic or stressful life events, such as witnessing domestic violence, or
loss of a relative or friend were not assessed, all of which have been shown to have an
impact on clinical outcome.2, 29–31 The PTSD screen of the KSADS has limitations as an
assessment of abuse and may miss more than 1/3 of youth with abuse histories.32 Finally,
because this study excluded youth who were not living with their primary caregiver, these
results might not be generalizable to children with active protective services involvement,
who often receive pharmacological treatment.33

In this report, adolescents with history of PA had higher rates of PTSD than those without
history of PA. It has been shown that exposure therapy, such as trauma-focused CBT (TF-
CBT), is more effective that supportive treatment for the treatment of abused youth with
PTSD,34–36 and in those studies, this treatment was also more efficacious in reducing
depressive symptoms.35 Moreover, Cohen et al reported that augmenting TF-CBT with
sertraline did not further improve PTSD symptoms as compared to TF-CBT monotherapy.37

In contrast, the depression-focused CBT in TORDIA did not include either exposure therapy
or trauma-focused sessions. Nevertheless, the negative impact of a history of PA on
response to combination treatment persisted even after controlling for PTSD, suggesting that
this comorbid disorder alone did not explain the poorer response of CBT in those with a
history of PA. Similarly, the impact of PA on outcome persisted after controlling of other
negative prognosticators for outcome, such as greater depressive severity, suicidal ideation,
hopelessness, dysthymic disorder, or history of non-suicidal self-injury, suggesting that the
impact of PA on outcome was not just explained by higher symptomatology or more
complex clinical presentation.12, 38

Fergusson and colleagues13, 39 reported that history of trauma is a marker for chronic
environmental stress leading to more adverse psychiatric outcome in the adults. However, in
the TORDIA combination therapy group, there was no difference between the physical and
non-PA groups with respect to current family conflict. Moreover, active abuse was an
exclusion from the TORDIA clinical trial. Therefore, the poorer response of physically
abused participants more likely reflects an effect of abuse per se rather than of associated
ongoing environmental adversity, at least with respect to family conflict, socioeconomic
status, and parental self-reported depression.

Previous studies have documented a difference in response to treatment between those with
and without history of abuse.7, 8 In chronically depressed adults, Nemeroff et al 7 found that
a significant interaction between history of physical (but not sexual) abuse and treatment
outcome. Patients with trauma history, defined as PA, parental loss, or other trauma,
preferentially responded to psychotherapy versus medication. This finding is in the opposite
direction of our finding in TORDIA. This difference in findings in the Nemeroff et al. study
compared to TORDIA could be due to their wider definition of trauma, difference in age
group, or use of a different modality of psychotherapy, cognitive behavioral analysis system
of psychotherapy, which has a greater interpersonal focus than the CBT employed in this
study. On the other hand, in the treatment of adolescent depression, a history of abuse,
trauma, or maltreatment is associated with a less vigorous response to CBT, whether
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compared to other forms of psychotherapy or to medication, although in previous reports,
sexual abuse had a more profound effect than physical abuse.8–10

It is unclear why PA showed such a poor response to combination treatment, as compared to
participants with a history of SA. This difference was not attributable to baseline differences
in the two sub-samples. Nevertheless, even a history of sexual abuse had an impact on
outcome, since those with a history of SA were half as likely to respond to combination
therapy, and 1.4 times more likely to respond to medication monotherapy compared to those
with no history of SA. While these findings were not as pronounced as those findings in
those with a history of PA, and we were not able to demonstrate statistically significant
evidence of moderation, these findings were certainly consistent with other reports in the
literature.8, 10 While there were few baseline differences between those with a history of PA
vs. SA, there could have been differences in important domains that were not assessed, such
as frequency or severity of abuse, history of neglect, verbal abuse, intercurrent life events,
family history of psychiatric disorder, attachment style, or neuropsychological functioning.
Another possibility is that PA and SA actually do result in different risks for
psychopathology40 and response to treatment. Unfortunately, the literature is inconsistent
when comparing the impact of SA vs. PA.2, 7, 8, 10

Abuse is known to have profound developmental neurobiological effects that might in turn
influence treatment response. Successful participation in CBT psychotherapy for depression
involves the ability to form a relationship, to learn and remember, to participate in rewarding
activities, and to face unpleasant emotions. The effects of abuse could undercut all of these
domains, since abuse negatively impacts the development of interpersonal relationships,
attention, executive function, working memory, and response to reward, and also increases
attentional bias away from threat.41–43 These findings are likely reflections of the impact of
abuse on brain development in critical regions such as the corpus collusum, hippocampus,
and prefrontal cortex.44, 45 Since many sequelae are in proportion to the current severity of
PTSD, it may be the psychotherapeutic approaches that target trauma may be required prior
to engagement in CBT for depression.

In summary, these results support further investigation of the mechanisms by which
maltreatment history confers an apparently greater treatment resistance to depression-
focused CBT. In particular, both those with a history of PA and SA showed a lower
response to combination treatment than was found in those without an abuse history, and, in
the case of PA, response to medication was greatly superior to combination therapy.
Furthermore, this effect of PA persisted even after adjusting for other clinical correlates
known to convey treatment resistance. These data suggest that this group of patients may
require a specialized approach, which could include trauma-focused CBT, and other
psychotherapeutic approaches that take into account the neurpsychological profile of the
depressed youth with a history of abuse. Future treatment studies should gather better
information on history of abuse, other traumas, as well as the neuropsychological profile of
such youth, in order to understand the processes that may moderate treatment response and
to develop treatments that better target depression in youth with a history of abuse.
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Figure 1.
Response rate vs. treatment stratified by history and type of abuse.
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Table 1

Demographic, clinical, & environmental characteristics of the participants in those who received combined
treatment by history of physical abuse

Physical Abuse

No Yes
p-value

N= 141 N= 22

Demographic Characteristics

 Age (years, MD, SD) 15.9±1.5 16.5±1.2 0.09

 Sex (N, % Female) 97 (68.8) 18 (81.8) 0.21

 Race/Ethnicity (N, %White) 121 (85.8) 17 (77.3) 0.34

 Income (median, dollars) 65,000 45,000 0.12

 Parents’ Education (N, %≥ College Graduate) 67 (50.4) 7 (33.3) 0.15

Clinical Characteristics (M, SD)

 Children’s Depression Rating Scale 58.7±10.5 61.1±12.6 0.32

 Children’s Global Assessment Scale 51.2±7.4 48.2±7.5 0.08

 Clinical Global Impressions Severity 4.5±0.7 4.5±0.7 0.98

 Beck Depression Inventory 20.4±11.8 27.0±15.5 0.02

 Beck Hopelessness Scale 10.1±5.3 12.3±5.8 0.07

Comorbidity

 Anxiety (Including PTSD) 48 (35.0) 11 (52.4) 0.13

 Post-Traumatic Stress Disorder 5 (3.5) 4 (18.2) 0.02

 Attention Deficient Hyperactivity Disorder 25 (18) 4 (18.2) 0.98

 Oppositional/Conduct 15 (10.8) 0 (0.0) 0.22

 Dysthymia 34 (24.5) 11 (50.0) 0.01

 First Episode 32 (23.5) 7 (33.3) 0.33

 Duration Current MDD Episode 21.7±19.5 26.1±20.1 0.34

 Age Onset Current MDD Episode (yrs) 14.0±2.1 14.1±2.0 0.78

 DUSI impairment 11.2±18.3 10.0±14.1 0.77

 History of self-injurious behavior 49 (35.3) 14 (63.6) 0.01

Suicidality

 History of Suicide 23 (16.3%) 12 (54.5%) <0.001

 SIQ-Jr 38.8±22 55.5±27.1 0.002

Parental Psychopathology

 Beck Depression Inventory 9.6±9.4 6.9±8.3 0.24

 Beck Anxiety Inventory 8.5±8.0 7.3±6.9 0.52

Family Environment

 Conflict Behavior (Adolescent) 8.4±6.4 9.7±6.9 0.40

 Conflict Behavior (Parent) 8.9±6.0 7.5±5.2 0.33

Note: DUSI = Drug Use Screening Instrument; MDD = Major Depressive Disorder; PTSD = Post-traumatic Stress Disorder; SIQ-Jr = Suicide
Ideation Questionnaire-Jr..
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Table 2

Multivariable logistic regression model predicting adequate response to combination treatment at week 12.

p-value OR 95% CI

Full model

 History of physical abuse <0.01 0.08 0.02–0.36

 Number of CBT sessions 0.23 1.13 0.92–1.38

 Number of pharmacotherapy sessions 0.94 0.99 0.72–1.36

 Beck Depression Inventory 0.11 0.96 0.92–1.01

 History of Post-Traumatic Stress Disorder 0.03 13.7 1.32–141.9

 History of suicide attempt 0.96 0.97 0.31–3.07

 History of self-injurious behavior 0.21 0.58 0.24–1.36

 History of dysthymia 0.98 1.01 0.37–2.74

 SIQ-JR 0.30 1.01 0.99–1.04

 Age 0.08 1.29 0.97–1.71

 Children’s Global Adjustment Scale 0.36 1.03 0.97–1.09

 Beck Hopelessness Scale 0.14 0.93 0.85–1.02

 Site 0.13 - -

Backward model

 History of physical abuse <0.01 0.08 0.02–0.32

 Number of CBT session 0.03 1.13 1.01–1.27

 Beck Depression Inventory <0.01 0.95 0.92–0.99

 Age 0.04 1.33 1.01–1.75

 Post-traumatic Stress Disorder 0.03 12.64 1.26–126.54

 Site 0.09 - -

Note: Hosmer and Lemeshow: Full Model, χ28=4.17, p=0.84; Backward Model, χ28=8.01, p=0.43. CBT = Cognitive Behavioral Therapy; CI =
Confidence interval; SIQ-Jr = Suicide Ideation Questionnaire-Jr.
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