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Abstract
Clinical features and treatment outcome were compared in depressed outpatients with and without
a history of emotional and physical abuse (EPA), including childhood maltreatment. Patients were
initially randomized to IPT or SSRI and then augmented with the second treatment if they did not
remit with monotherapy. Assessments included the SCID-I, the SCID-II for DSM-IV diagnoses, the
HRSD, the QIDS and the Mood Spectrum Self-Report (MOODS-SR). Seventy-eight (25%) patients
reported a history of EPA; 60 (76.9%) were women. Patients with a history of EPA did not differ
from those without on HRSD scores at baseline, but showed an earlier age at onset of depression and
a longer duration of illness. The two groups differed on several mood spectrum factors, namely:
‘depressive mood’ (15.6±4.9 vs. 13.5±5.4; p<0.004), ‘psychomotor retardation’ (11.7±4.5 vs. 9.6
±4.7; p<0.001), ‘drug and illness-related depression’ (1.3±1.3 vs. 0.6±1.0; p<0.0001), and
‘neurovegetative symptoms’ (8.3±2.6 vs. 6.9±2.9; p<0.0001). Patients with EPA had also a
significantly longer time to remission (89 vs. 67 days, log-rank test, p=0.035). The need for
augmentation treatment was significantly more frequent among patients with EPA than in those
without. The present study suggests that patients with a history of EPA show a subtype of depression
characterized by poor treatment response and more severe neurovegetative and psychomotor
symptoms.
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1. Introduction
Childhood maltreatment and abuse are risk factors for the onset of depression in the adulthood,
according to a large number of retrospective and prospective studies (Bifulco et al., 1994;
Boudewyn & Liem, 1995; Bifulco et al., 1998; Gibb et al., 2001; Hankin, 2005; McNally et
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al., 2006). Childhood maltreatment may be related to the subsequent occurrence of depressive
symptoms through multiple mechanisms, including actual physical changes (e.g., impaired
brain development, poor physical health), psychological sequelae (e.g., low self-esteem, sense
of powerlessness, social isolation), or behavioral consequences (e.g., delinquency, teen
pregnancy, low academic achievement) (Chalk et al., 2002; Colman & Widom, 2004;
Nemeroff, 2004). The development of an ‘insecure attachment style’, extremely frequent
among maltreated children (Toth et al., 1992; Cicchetti, Rogosch, & Toth, 1994), is considered
a potent risk factor for depression among adults (Carnelley et al., 1994; Roberts et al., 1996).
However, attachment style is only one of multiple processes that might mediate the
maltreatment-depression link, and other possible mediating factors have been suggested. For
example, the ‘integrative etiological model’ of depression, and the ‘cognitive vulnerability
transactional stress model’, by Hankin & Abramson (2001), postulated a classification of
‘distal risk factors’ for depression, including a childhood history of maltreatment and adversity.
According to this approach, childhood maltreatment contributes to the development of
depression through the induction of elevated levels of cognitive vulnerability to negative life
events. This leads to negative inferences about the cause, consequence, and meaning of the
event as interpreted by the individual.. Following the ‘negative cognitive style’ model (Ingram
et al., 1998; Abramson et al., 2002), individuals who experienced adversity or maltreatment
as children are more prone to understand and explain why the aversive events occurred. This
inferential process may lead to the formation of a negative cognitive style that, in turn,
predisposes the individual to depression. Furthermore, the model postulates that childhood
maltreatment leads to an increased likelihood of experiencing a greater number of stressful life
events later in life, consistent with the interpersonal approaches to depression (Hammen,
1991; Joiner & Coyne, 1999). In a large community study the relationship between childhood
maltreatment and depression has been investigated from a different perspective: the authors
examined whether a history of physical or sexual abuse in childhood was associated with the
development of particular neurovegetative symptom clusters of depression in adulthood
(Levitan et al., 1998). They found an association between a history of sexual/physical abuse
in childhood and major depression with reverse neurovegetative features, namely increased
appetite, weight gain, and hypersomnia.

Another line of research has addressed the relationship between experiences of abuse in
adulthood and depression, with a special focus on intimate-partner violence in women (Al
Modallal et al., 2008). Fogarty et al. (2008) reported that child abuse and intimate partner
violence have a synergistic effect on depressive symptoms in women and Bernazzani and
Bifulco (2003) found that adverse non-live pregnancy/births together with marital adversity
and childhood neglect/abuse are the best predictors of lifetime depression. Moreover, Brown
et al. (2008) documented an indirect link between parental maltreatment and adult chronic
depression mediated by aversive sexual relationships and single parent status. These findings
postulate a model of depression that links difficult environments, close relationships and issues
of loss.

New research has found an association between sensitivity to traumatic experiences, in
childhood and in adulthood, and/or to adverse environments, and genetic polymorphisms of
the serotonin transporter gene promoter region (5-HTTLPR) locus of the serotonin transporter
(5-HTT) gene (Cervilla et al., 2007; Stein et al., 2008). Furthermore, the combination of
polymorphisms of brain derived neurotrophic factor (BDNF), 5-HTTLPR, and maltreatment/
stressful life events has been associated with increased risk of depression in both child (Wichers
et al., 2007) and adult populations (Kim et al., 2007). Given the variety of genetic and
environmental factors influencing brain systems that are crucial for the development of
depression (Pezawas et al., 2005), it is not surprising that a history of maltreatment have been
shown to modulate the expression of different clinical phenotypes of depression. It remains
unclear, therefore, whether these events have a specific role as risk factors beyond a ‘general
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adverse background’ effect for onset, severity and other clinical parameters of depression
(Gladstone et al., 2004). In the effort to contribute to the scientific discourse in this area, we
compared the clinical features and treatment outcome of outpatients with major depression
with and without a history of EPA in childhood and/or adulthood. We hypothesized that patients
with such events would have more severe depressive symptoms, higher levels of comorbidity
with Axis-I and II disorders and poorer treatment outcome.

2. Methods
2a. Participants

The study sample consists of 312 outpatients with a current major depression who participated
in either the pilot or the full phase of the study “Depression: The Search for Treatment-relevant
Phenotypes.” (Frank et al., 2008). Patients were recruited between February 2002 and March
2007 at the outpatient clinics of the Departments of Psychiatry of the Universities of Pisa and
Pittsburgh. The investigation was carried out in accordance with the latest version of the
Declaration of Helsinki. The Ethical Committees of the University of Pittsburgh and Pisa
approved the study design and procedures. All subjects entering the protocol provided written
informed consent after receiving a complete description of the study and having the opportunity
to ask questions.

2b. Study design and treatment protocol
Inclusion criteria were: age between 18 and 66, being able and willing to give informed consent,
currently being in an episode of non-psychotic major depression as defined by the Structured
Clinical Interview for Axis-I DSM-IV Disorders (SCID-I), a rating of ≥15 on the 17-item
Hamilton Rating Scale for Depression (HRSD-17), and not currently receiving effective
treatment. Females of childbearing potential had to practice an acceptable form of birth control.
Subjects with suicidal ideation were eligible as long as outpatient treatment was deemed safe.
Exclusion criteria were: a history of manic or hypomanic episodes, a history of schizophrenia
or schizoaffective disorder, current primary diagnosis of eating disorder, drug and/or alcohol
dependence or abuse, current psychosis, antisocial personality disorder, organic affective
syndrome, kidney or liver disease, epilepsy, severe and untreated cardiovascular disease and
any uncontrolled illness. Patients with a well-documented history of an inability to tolerate one
of the study treatments or currently receiving treatment with an effective antidepressant were
also excluded. In the initial phase of treatment, subjects were randomly assigned to
pharmacotherapy with SSRI (citalopram or escitalopram) or psychotherapy (interpersonal
psychotherapy - IPT) (Klerman & Weissman, 1987). The acute treatment phase of the study
involved three assessment and triage points, at weeks 6, 12, and 20. Those patients assigned
to pharmacotherapy who did not evidence a response, defined as a 50% reduction of baseline
score on the HRSD first were increased from the initial daily dose of citalopram (20 mg) or
escitalopram (10 mg) to a dose of 40 or 20 mg, respectively, at week 3. If patients could not
tolerate an initial dose of 10 mg of escitalopram, the dose could temporarily be reduced to 5
mg and titrated up from that point. If patients did not evidence a response by Week 6, they
were given psychotherapy in addition to pharmacotherapy. IPT was added by Week 12 if they
did not meet stabilization criteria (as in the case of initial improvement followed by worsening).
Those patients assigned to psychotherapy that did not evidence a response after 6 weeks of
acute treatment (week 6) had pharmacotherapy added to their treatment. Patients who showed
an initial response at week 6 but who later worsened had a second opportunity to receive
pharmacotherapy augmentation at week 12. All patients still on monotherapy at week 12 who
had not met the criteria for remission (average HRS-D < 7 over 3 weeks) had the other treatment
(pharmacotherapy or psychotherapy) added to their treatment regimen. Patients who had not
remitted with combined psychotherapy and pharmacotherapy at week 20 continued IPT and
switched from citalopram or escitalopram to a second antidepressant, following the guidelines
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provided by the Texas Medication Algorithm Project (Trivedi et al., 2004). Patients who
relapsed were offered additional or alternative treatment and continued to be followed in the
study for up to 6 months of continuation treatment.

2.c Clinical Assessments
EPA Assessment—At the Pittsburgh site, patients were asked at baseline about any sexual,
emotional or physical abuse experienced in childhood and/or adulthood, using a grid in which
information was collected on the identity of the perpetrator and the type of event. At the Pisa
site no grid was used. Information, including the age of onset of the event, was obtained only
from patients (without external evidence) during the clinical interview. Events were
categorized as emotional, sexual or physical, were coded as ‘present’ or ‘absent’, and not
characterized in terms of their severity, duration or frequency. Sexual abuse was defined as
any unwanted sexual experience (also involving parents). Physical abuse was defined as any
physical aggression or violence. Emotional neglect was defined as perceived emotional
rejection by parents or significant ones. If experiences of childhood abuse were reported,
permission was asked to proceed with further questioning, only when it was deemed useful for
the clinical management of patient’s symptomatology. At the end of the study, at both sites a
chart review was carried out to search for instances of EPA reported spontaneously to clinicians
after the baseline assessment. The list described by patients encompassed a number of events,
including: being the victim of verbal, physical or sexual abuse by parents, other relatives,
partners, husband, ex-husband, or friends; being bullied at school; being the witness of an
abuse, or violence; being raped; being threatened with weapon. Clinical Interviews At Pisa and
Pittsburgh sites, the diagnostic assessment was conducted using the SCID-I for DSM-IV
diagnoses by clinicians trained and certified to the use of the interviews when high levels
(>0.90) of inter-rater reliability of their diagnoses with the trainer were achieved. All
interviewers had long-standing experience in the administration of standardized interviews.
The assessment of Axis-II Personality Disorders was conducted using the SCID-II for DSM-
IV diagnoses. Other study assessments included established interview-based assessments of
the severity of depressive symptoms, namely the Hamilton Rating Scale for Depression
(HRSD) (Hamilton, 1960). Self-Report Questionnaires The Quick Inventory of Depressive
Symptomatology (QIDS) (Rush et al., 2003), and the more recently developed and validated
assessment of mood spectrum, the MOODS-R, were administered. The MOODS-SR was
derived from the corresponding structured interview (Fagiolini et al., 1998), and focuses on
the presence of manic and depressive symptoms, traits and lifestyles that may characterize both
the symptomatic and ‘temperamental’ affective dysregulations that make up both fully
syndromal and subthreshold mood disturbances. These include symptoms that are either
isolated or clustered in time and temperamental traits that are present throughout an individual’s
lifetime. The MOODS-SR consists of 161 items coded as present or absent for one or more
periods of at least 3–5 days in the time frame investigated (the subject’s lifetime or the last-
month, according to the version of the instrument). The instrument can be downloaded from
the web site www.spectrum-project.net where it is available in the lifetime and in the last-
month version. In the present study, we administered the lifetime version of the MOODS-SR
at baseline. Using exploratory factor analysis, 6 depressive factors were extracted, accounting
overall for 48.3% of the variance of the 74 items (Cassano et al., 2008): 1. Depressive mood,
including a number of symptoms and temperamental features that span depressed mood, loss
of interests and loneliness; 2. Psychomotor retardation, including impairment in different areas
of daily activities, physical weakness and tiredness, speech or slowed thinking; 3. Suicidality,
including suicidal ideation, plans and attempts; 4. Drug/Illness-related depression, exploring
mood changes when ill or after having taken substances; 5. Psychotic features, exploring
excessive interpersonal sensitivity and paranoid thoughts; 6. Neurovegetative symptoms,
exploring changes in sleep, appetite and sexual function.
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3. Data analysis
Demographic and clinical characteristics were compared between patients with and without
EPA using the t-test, ANOVA F-test or the chi-square test when appropriate. Time to remission
was compared between the two groups using a log-rank test. A log rank test stratified by gender
was also carried out. To estimate the hazard ratio of remission within 3 months of treatment
in patients with EPA compared with patients without, Cox regression models associated with
the likelihood ratio test were performed with adjustment for randomization and for the potential
confounding effect of clinical variables. Statistical analyses were performed using SPSS,
version 16.0.1.

4. Results
4a. Demographic and clinical characteristics of study participants

Two-hundred and twenty-eight patients were women (73%), and 78 (27%) were men. Seventy-
eight (25%) of the 312 study participants reported experiencing significant EPA; 60 of them
(76.9%) were women. The demographic and clinical characteristics of participants are provided
in Table 1. Participants were, on average, 39 years old, more likely to be female and employed,
and had a median educational level of 13 years. Participants with a history of EPA did not
differ from the remaining participants on demographic characteristics. Fifty-three participants
(17%) reported 1 event, 17 (5.4%) reported 2 different events, and 8 (2.6%) reported 3 different
events. Subjects with and without EPA were compared on clinical variables, including age at
onset of depression, duration of illness, number of lifetime episodes and HRSD severity scores
at study entry. No differences were found on HRSD scores at study entry between the two
groups. Conversely, age at onset of the first depressive episode was significantly lower in
patients with EPA (23.1±12.2 vs. 29.4±12.6; t-test=3.8, df=306, p<0.001), who showed also
a longer duration of depressive illness (16.5±14.7 years vs. 11 9.7±11.1 years, t-test=3.72,
df=108.5; p<0.0001), and a higher burden of lifetime comorbidity with Axis-I disorders (69.2%
vs 53.8%, χ2 =5.67, p=0.017). While lifetime PTSD accounted for this difference to some
extent, (9% in patients with maltreatment and 1.3% in subjects without), when comorbidity
was calculated excluding PTSD, the difference between groups remained significant (66.7%
vs. 53.8, χ2 =3.92, p=0.048). As expected, GAD and PTSD were significantly more common
among participants with EPA. Patients with EPA were more frequent at the Pittsburgh site
compared with the Pisa site (37.9% vs. 12.6%; χ2 =26.68 (df=1), p<0.001). The frequency of
Axis II diagnoses in the two groups is provided in Table 2. Subjects with EPA were significantly
more likely to meet criteria for Cluster A and Cluster C diagnoses. No differences were found
for Cluster B diagnoses. Table 3 reports group comparisons of mood spectrum factors.
Participants with EPA had higher scores on MOODS-SR factors: ‘depressive mood’ (15.6±5.0
vs. 13.6±5.4; t-test= 2.88, p=0.004), ‘psychomotor retardation’ (11.7±4.6 vs. 9.6±4.6; t-
test=3.33, p=0.001), ‘drug and illness-related depression’ (1.3±1.3 vs. 0.6±1.0; t-test=3.70,
p<0.0001), and ‘neurovegetative symptoms’ (8.3±2.6 vs. 6.9±2.9; t-test=3.69, p<0.0001), but
not on suicidality. Table 4 reports the EPA by study site.

4b. Treatment outcomes
Remission by visit 12 (~90 days of treatment) was achieved by 164 subjects (52.6%). Patients
with a history of EPA were less likely to remit, but not significantly (44.9% vs. 55.1%; χ2

=2.47; p=0.116) and were more likely to require combined treatment to achieve remission
(44/78; 56.4% vs. 87/234; 37.2%; χ2 = 8.88; df=1; p=0.003). Time to remission was
significantly longer (median: 89 vs. 67 days, log-rank 12 test 4.45, p=0.035) in participants
with EPA in a Kaplan-Meier survival analysis (Figure 1). Because females were more likely
to experience EPA we estimated the survival curves separately in the two genders and found
that women with such experiences had a significantly longer time to remission compared with
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women without (log-rank test 8.06, p=0.005), while this was not the case in men (log-rank test
0.28, p=0.594). The association between EPA and longer time to remission in females remained
significant in a Cox regression model with adjustment for randomization (OR=1.68, 95% 1.09–
2.59, p=0.018). In a further Cox regression model including EPA (yes/no), randomization, any
axis-I disorder, any axis-II disorder, and age of onset as the independent variables, the presence
of EPA independently predicted a longer time to remission even after controlling for these
potential confounders (OR=1.64, 95% CI 1.07–2.52, p=0.024). We carried out secondary K-
M survival analyses to examine the relationship between time to remission, the type of abuse
(emotional, physical, sexual) and the number of experiences reported. Patients with emotional
(Log-rank=3.281, p=0.07) and physical abuse (Log-rank=3.414, p=0.065) had a borderline
significantly longer time to remission, while no evidence of an association with time to
remission was found for sexual abuse (log-rank=0.727, p=0.394). We found an indication of
a dose-response relationship between the number of EPA and longer time to remission: while
the pairwise comparison between patients with 1 vs. no experience approached significance
(log-rank of 2.569, p=0.10), that between patients with 2 or more experiences vs. none was
significant (log-rank=4.577, p=0.032). Median time to remission (in days) was 67 in patients
with no EPA and 78 in patients with 1 EPA. The median time to remission could not be
estimated for those with 2 or more experiences because fewer than 50% of them remitted.

5. Discussion
The psychological sequelae of EPA are widely described in clinical and non-clinical samples.
Reports of physical and sexual abuse in childhood are more frequent in psychiatric patients
than in general population, and several studies focused on the long-term psychopathological
consequences of childhood traumatic experiences (Swett et al., 1990; Palmer, 1992). The
majority of finding relied on retrospective recall, following the hypothesis that the presentation
of depression in adulthood might be modulated by the experience of early psychological
traumas, such as neglect, physical, sexual or emotional abuse (e.g., Feiring et al., 1998; Bolger
& Patterson, 2001; Cohen, et al., 2001). However, there are limitations and gaps in the current
state of knowledge on two main topics: the treatment response of depressive episodes in
patients with a history of EPA, and the occurrence of specific patterns of depressive symptoms
in this subgroup of patients. In our study, we found that patients with major depressive episodes
and a history of EPA had a poorer treatment outcome. They had significantly longer time to
remission and needed combined treatment more frequently, when compared to patients without
EPA. We found that depressed patients with a history of EPA did not differ from those without,
on current depression severity (although they developed depression earlier in life and had a
longer duration of illness). However, we were interested in elucidating whether a history of
EPA such as physical, emotional or sexual abuse was associated with specific symptom clusters
of depression. In order to collect information on depressive signs and symptoms over the entire
lifetime, we administered the MOODS-SR, Lifetime Version. The MOODS-SR explores not
only the typical depressive symptomatology but also atypical symptoms, traits and lifestyles
that may characterize both the symptomatic and ‘temperamental’ affective dysregulations that
make up both fully syndromal and sub-threshold mood disturbances. These include symptoms
that are either isolated or clustered in time and temperamental traits that are present throughout
an individual’s lifetime. The between-group comparison of lifetime MOODS-SR factors
identified several differences. The lifetime ‘depressive mood’ factor score indicated that
depressed patients with EPA were more likely to experience both typical and atypical features
of depression during their lifetime. This finding is not surprising, given that patients with EPA
showed an earlier age at onset and a longer duration of illness. More interestingly, the
‘psychomotor retardation’ factor and the ‘neurovegetative symptoms’ (including sleep
disturbances) factor scores were higher among participants with EPA. This result is in line with
a previous study of Levitan and Colleagues (1998) who, as noted above,, found an association
between a history of sexual/physical abuse in childhood and the occurrence of major depression
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with atypical and reverse neurovegetative features, such as increased appetite, weight gain,
and hypersomnia.

Harkness and Monroe (2002) also found a relationship between severe levels of childhood
adversity or childhood maltreatment (especially sexual abuse) and the presence of
neurovegetative symptoms although, in this case, it was the typical neurovegetative symptoms
such as insomnia, loss of appetite and loss of interest in sex associated with the endogenous
subtype of depression. Difficulties initiating sleep, disrupted sleep, early morning awakening
and non-restorative sleep are common among patients with a history of maltreatment, raising
the question as to whether they are related to the presence of full-fledged PTSD, to the direct
effect of the traumatic event on arousal, or to the occurrence of a depressive episode (Ohayon
and Shapiro, 2000). The relationship between EPA and suicidality has been explored in the
literature, mainly in the general population, with a number of studies pointing especially to
childhood trauma as a predisposing factor to suicidal behavior (Mc Holm et al., 2003), but we
did not find any differences in current suicidal ideation or lifetime suicidal attempts between
the two groups. These finding is largely explained by the specific inclusion criteria of the study
that selected participants with no current suicidal risk. Comparison on Axis-I comorbidity of
our sample revealed that patients with a history of EPA had more lifetime comorbidity than
those without. As expected, PTSD was more frequent in patients with a history of EPA. Of
some interest is the finding of a higher frequency of GAD among patients with maltreatment
than among patients without. It is possible that the occurrence of EPA and especially childhood
maltreatment exacerbates or triggers a constant state of hyper-arousal and vigilance, both of
which constitute core symptoms of GAD. The comparison on Axis II comorbidity showed that
subjects with EPA were significantly more likely to meet criteria for Cluster A and Cluster C
diagnoses. According to the literature, childhood abuse and neglect are strong risk factors for
the development of subsequent personality disorders; vice-versa patients with personality
disorders usually have increased rates of childhood maltreatment across a range of abuse types,
such as emotional abuse, physical abuse, and neglect (Bierer et al., 2003; Battle et al., 2004).
It is noteworthy that the effect of various types of childhood abuse is not confined to clinical
populations. Community studies report on the wide presence of ‘sub-clinical personality traits
and symptoms’ related to the occurrence of childhood maltreatment (Johnson et al., 1999; Gibb
et al., 2001; Johnson et al., 2006; Grover et al., 2007). This suggests a wide spectrum of
‘personality’ outcomes in the wake of maltreatment. Therefore, our results highlight that
patients with EPA have an increased proneness to anxiety symptoms, as detected at different
levels. The Axis-I, Axis-II and the spectrum assessments all pointed to the lifetime occurrence
of anxiety symptoms, personality traits, signs and acquired lifestyles that are long lasting and
that may be interpreted in different ways. For example, the presence of anxiety could be one
of the consequences of the lifetime occurrence of stressful experiences of varying levels of
severity; conversely, early onset symptoms or stable traits of an anxious personality could
lower the subjective threshold for the perception of environmental, interpersonal, familial and
social events as stressful, and may predispose to the occurrence of depressive symptoms.

Study Limitations
Our results should be interpreted in the light of several limitations. First, information on EPA
was gathered retrospectively. Second, information was collected from a sample of patients who
were experiencing a depressive episode, and the depressive state itself might have influenced
the quality and quantity of recall of negative events, especially for the ‘perceived emotional
abuses’ (Brewin et al., 1993; Hardt & Rutter, 2004; Kendall-Tackett & Becker-Blease,
2004).

Regarding the first limitation, we cannot exclude in a systematic manner the possible positive
or negative biases, especially in assessing childhood maltreatment. As noted in a recent review
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by Hardt & Rutter (2004), ‘retrospective reports in adulthood of major adverse experiences
in childhood involve a substantial rate of false negatives, and substantial measurement error.
On the other hand, although less easily quantified, false positive reports are probably rare’
According to Kendall-Tackett & Becker-Blease (2004), even if prospective designs are usually
considered as more rigorous (with less biased sample selection and better measurement of
childhood negative experiences) both prospective and retrospective designs may miss
survivors who decided to never report their abuse to anyone. Moreover, in prospective studies
the more severe abuse may be the unreported ones, given that, when abuse is identified during
childhood, it stops. Conversely, when no one knows about ongoing abuse, it can continue, and
may even escalate. Given that, prospective findings are suitable, but retrospective findings may
measure that specific segment of the population of adult survivors missed by prospective
studies (Kendall-Tackett & Becker-Blease, 2004). Concerning the second limitation (Is the
depressive state itself influencing the quality and quantity of recall of EPA?) we were aware
that especially the early negative memories could have been reinforced during a depressive
episode. Nonetheless, several authors pointed out that concern on the general unreliability of
retrospective reports is exaggerated and there is little reason to link psychiatric status with less
reliable or less valid recall of early experiences (Brewin et al., 1993). However, in order to
minimize this risk in our study, we carried out a thorough clinical interview at baseline, in
which we addressed the occurrence of interpersonal problems, abuses, and childhood negative
experiences. Moreover, at the end of the study, a chart review was carried out with two
purposes: 1) to search for instances of EPA reported spontaneously to clinicians after the
baseline assessment; 2) to double-check the information obtained at the baseline assessment
with the information reported in patients’ charts.

A third limitation is that we did not examine childhood and adulthood abuse separately. This
has implications for the generalizability of our findings to theoretical models and prior research
examining abuse experienced in exclusively childhood.

Concluding remarks
The relationship between lifetime occurrence of a wide range of mood signs, symptoms and
acquired lifestyles, as evaluated by the mood spectrum assessment, and the past experience of
EPA is our original contribution in this field. We found that a history of EPA characterizes a
subgroup of patients with poorer response to treatment, and more severe mood, energy and
neurovegetative rhythm dysregulations, as assessed by the MOODS-SR. We believe that our
findings have important clinical implications for the treatment of depressive disorders. For
example, individuals who experienced EPA and who are currently experiencing a depressive
episode should be offered a combined treatment with IPT and SSRIs, especially when energy
and neurovegetative rhythm dysregulations are present. Given this finding, we argue that future
work in this area would benefit from a systematic assessment with the mood spectrum
approach.
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Figure 1.
Time to remission in patients with and without EPA.
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TABLE 4

Emotional and Physical Abuse (EPA) in Patients with Depression

Pisa Site (n=159) Pittsburgh Site (n=153)

Number of EPA N % N %

One EPA 20 100 33 56.9

2 EPA - - 17 29.3

>2 EPA - - 8 13.8

Total 20/159 12.6^ 58/153 37.9^

Type of EPA EPA at Pisa Site (n=20 EPA in
20 pts)

EPA at Pittsburgh Site (n=97 EPA in 58
pts)

Emotional N % N %

bullied at school 1 5.0 6 6.2

father 1 5.0 15 15.4

mother - - 6 6.2

both parents 2 10.0 5 5.2

stepfather/mother’s boyfriend - - 3 3.1

boyfriend/husband 4 20.0 6 6.2

witnessing a physical abuse - - 2 2.0

others emotional EPA - - 4 4.1

Physical N % N %

father - - 7 7.2

mother - - 5 5.2

both parents - - 4 4.1

stepfather - - 2 2.0

(ex) boyfriend/husband 4 20.0 4 4.1

others - - 5 5.2

Sexual N % N %

father 3 15.0 2 2.0

mother - - - -

both parents - - 1 1.0

Stepfather/mother boyfriend - - 4 4.1

other relatives - - 5 5.2

(ex) boyfriend/husband - - 3 3.1

others 5 25.0 8 8.2

^
Pearson Chi-Square

Value: 26,681; df=1; Asympt. Sign. (2-sided): p<0.0001
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