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Abstract

This study examined individuals with Bipolar Depression (BDD), Major
Depressive Disorder (MDD), and Controls (CONSs) in order to find similarities
and differences in clinical features, adverse childhood experiences, treatment
adherence, functional impairment, and biomarkers. Individuals with BDD (n=86),
MDD (n=47) and CONs (n=81) were assessed through a psychiatric interview
to fill in a questionnaire, some scales about severity of depression and anxiety
symptoms, childhood trauma, functional disability, treatment adherence, and also
to measure some biomarkers. Individuals with BDD and MDD had significantly
fewer education years, higher rates of functional impairment, experienced more
childhood physical and emotional abuses, and more severity in depressive and
anxious symptoms than CONs. Individuals with BDD presented significantly
higher unemployment rates, higher levels of leptin and experienced more
childhood sexual abuse compared to MDD and CONs. BDD had significantly
more disability payments than CONs. BDD took significantly more lithium, other
mood stabilizers, atypical antipsychotic medicines, and also presented worse
treatment adherence compared to MDD. The MDD group had significantly
more smokers than other groups. Our study highlighted the similarities and
differences between BDD and MDD. Both groups presented similar results
concerning severity of symptoms, childhood physical and emotional abuses,
and functional impairment. However, BDD patients had differences in childhood
sexual abuse, unemployment, poor treatment adherence, and higher levels of
leptin. For clinical practice, the assessment of adverse childhood experiences,
therapeutic alliance, and functional impairment may provide clues to understand
the differences and similarities between MDD and BDD.

Keywords: Bipolar Depression; Major Depressive Disorder; Childhood
Maltreatment; Treatment Adherence; Functioning; Biomarkers

such misdiagnoses [4]. Most patients who initially appear to have
MDD will prove, in time, to have BD instead [5].

BDD: Bipolar Depression; BD: Bipolar Disorders; BMI: Body Mass

Index; CONs: Controls; CTQ: Childhood; Trauma Questionnaire;
HDRS : 17-item Hamilton Depression Rating Scale; HAM-A:
Hamilton Anxiety Rating Scale; MDD: Major Depressive Disorder;
SDS: Sheehan Disability Scale; Mars: Medication Adherence Rating
Scale. Compliance; hs-CRP: High-Sensitivity C-Reactive Protein;
STNF-R1: soluble Tumour Necrosis Factor a Receptor 1; sTNF-R2:
soluble Tumour Necrosis Factor a Receptor 2

Introduction

Major Depressive Disorder (MDD) and Bipolar Disorders
(BD) are serious chronic conditions leading to high recurrence and
disability rates [1,2] Both MDD and BD are frequently misdiagnosed
and BD patients are frequently diagnosed as having MDD, even after
experiencingyears of full-blown episodes of hypomania. The boundary
is unclear and major mood disorders are better conceptualized as a
continuum or as a set of overlapping pathological processes [3]. The
similarity in depressive symptoms observed in individuals diagnosed
with MDD or BD during the depressive phase is the main reason for

Patients with BD were associated with obesity and impairment
in cognitive function [6]. The increased levels of inflammatory
biomarkers might be associated with cognitive dysfunction in BD
[7]. Increased leptin levels are risk for development mood disorders
(either BD or MDD), these associations were observed when occurred
comorbidity between mood disorders and obesity/overweight [8-
10]. The findings of association between MDD and BD with low
grade inflammation have been described in different studies [11-
15]. Individuals with BD have significantly higher soluble Tumor
Necrosis Factor Receptor type 1(sTNF-R1) and C-Reactive Protein
(CRP) concentrations than MDD nd healthy individuals [16].

Childhood trauma subtypes, such as sexual, physical and
emotional abuses, and emotional and physical neglects, have been
related to depression in adults [17-20]. All types of childhood trauma
lead to persistent alterations of inflammatory biomarkers [21].

Bipolar patients who had experienced history of childhood
maltreatment develop a worse course of disease [22,23]. Difficulties
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and early life stress in childhood are more often described in
individuals with MDD than in individuals without mood disorders;
moreover, the strongest risk factor to develop depressive symptoms
is associated with neglect and emotional abuse [24]. The clinical
relevance that childhood sexual abuse was associated with poor
therapeutic alliance [25].

The main aim of this study was to explore socio-demographic and
clinical features, functioning disability, childhood trauma experiences,
severity of depressive and anxious symptoms, treatment adherence,
and some biomarkers, as well as anthropometric measurement in
Bipolar Depression (BDD) and MDD and controls without mood
disorders (CONs), to better understand their similarities and
differences.

Methods

Participants

Individuals with BDD (n=86) and MDD (n=47) were recruited in
the Psychiatric Outpatient Ambulatory of Londrina State University
(UEL), Londrina, Brazil. Control individuals (CONs) consisted of
staff workers from UEL without mood disorders (n=81).

All participants were men and women in the age group 18-
65. Exclusion criteria were: a) abnormal blood values in any of the
following laboratory tests: hemogram, aspartate transaminase,
alanine transaminase and urea creatinine) b) cognitive disorders,
c) pregnancy; d) use of nonsteroidal anti-inflammatory drugs,
glucocorticoids, interferon, omega-3 polyunsaturated fatty acids and/
or n-acetyl cysteine at least four weeks before the study; and e) medical
conditions related to peripheral inflammation and cell-mediated
immune activation (e.g., HIV, hepatitis B and C, postpartum period,
hemodialysis, systemic lupus erythematosus, inflammatory bowel
disease, type 1 diabetes, Alzheimer’s disease, Huntington, Parkinson)
[11]. The study was approved by the local Ethics Committee (number
CAAE 34935814.2.0000.5231) and all subjects signed the informed
consent form prior to participation.

Measures

Participants answered a questionnaire containing information
such as socio-demographic and clinical features, and current use
of psychotropic drugs including lithium, other mood stabilizers
(valproate, lamotrigine, carbamazepine), atypical antipsychotic and
antidepressants.

Participants were interviewed using Structured Clinical Interview
(SCD-I) for DSM-IV, which was conducted by psychiatrists trained
to diagnose BDD and MDD, according to diagnostic criteria. The
SCD-I version used in the present study was translated to Portuguese
and validated for the Brazilian population [26]. All diagnoses were
assessed through International Classification of Diseases (ICD-10)
[27].

The assessment of depression severity was applied to the
participants based on 17-item Hamilton Depression Rating Scale
(HDRS17) [28]. The 0-7 score is within the normal range (or in
clinical remission), whereas score eight, or higher, indicates non-
remitted depression. The HDRS17 was translated to Portuguese and
adapted to the Brazilian population [29].

Anxiety severity was assessed through Hamilton Anxiety Rating

Scale (HAM-A). This scale is composed of 14 items; each one should
score from 0 to 4. The total HAM-A score ranges from 0 to 56: scores
higher than 17 indicate mild severity anxiety, scores from 18 to 24
evidence mild to moderate anxiety, and scores from 25 to 30 show
moderate severe anxiety [30].

Childhood Trauma Questionnaire (CTQ) was a self-administered
instrument used to assess childhood maltreatment history in five
domains: (a) sexual abuse, (b) physical abuse, (c) emotional abuse,
(d) emotional neglect, and (e) physical neglect [31]. The CTQ feature
scores were based on the five-point Likert scale, depending on the
frequency of childhood events. The 28 item-version of the CTQ used
in the present study was translated to Portuguese and adapted to the
Brazilian population [32].

The Sheehan Disability Scale (SDS) is a disability or functional
impairment scale that composed of 3-item self-report inventory
to design to assess impairment in work performance, social life
and household maintenance/familiar life. Patients who score 6 or
greater on any of the three scales, are classified as having a significant
functional impairment. In the final two items patients are asked about
the number of days on which their symptoms either caused them to
miss school and/or work or to be underproductive at school and/or
work [33,34].

Medication Adherence Rating Scale (MARS) is a scale about
treatment adherence of ten items [35]. The patient answered the
statements in the questionnaire by circling the answer which best
described their behavior or attitude towards their medication during
the past week. The MARS has been validated for the Portuguese
language [36]. This scale was assessed after 12 weeks of follow-up.

Anthropometric Measurements

The Body Mass Index (BMI) was calculated by dividing weight in
Kilograms (Kg) by height in meters (m) squared.

The waist circumference was measured during expiration, in a
standing and relaxed position, at the midline between the lower costal
margins and the iliac crest parallel to the floor.

Lifetime cigarette consumption

Lifetime cigarette consumption or Smoking load (Pack-years)
was calculated according to the definition: the number of cigarettes
smoked per day divided by 20 and multiplied by number of years
smoked (1 pack has 20 cigarettes).

Biomarkers

To evaluate biomarkers of leptin, serum levels of soluble tumor
necrosis factor receptor 1 and 2 (STNF-R1 and sTNFR-2), Luminex
MAGPIX system assay was used. The results are expressed as
picograms (pg) of biomarker per ml of serum.

We measured the serum concentration of high-sensitivity
C-reactive protein (hs-CRP) levels by an immunonephelometry
system on a BNII analyzer (Siemens” System BNTM II, Deerfield, IL,
USA).

Statistical analyses

Statistical analyses were performed in order to examine the link
between socio-demographic, clinical and scales among groups. We
used ANOV A followed by Tukey test to compare differences between
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Table 1: Socio-Demographic and clinical characteristics, childhood trauma in Bipolar Depression (BDD) Major Depressive Disorder (MDD), and Controls (CONSs).

Bipolar Disorder - Major Depressive
Variables Controls - CONs (n=81) p-value*
BDD (n=86) Disorder - MDD (n=47)

Age (years); mean (SD) 42.63 (12.24) ab** 41.00 (11.92) a 47.09 (10.59) b 0.01
Gender; n(%) 0.03
Female 52 (64.2%) 68 (79.1%) 39 (83.0%)
Male 29 (35.8%) 18 (20.9%) 8 (17.0%)
Education (years); mean (SD) 12.63 (5.71) a 10.39 (4.46) b 9.09 (5.15) b <0.01
Marital status; n(%) 0.34
Single 23 (28.4%) 17 (19.8%) 11 (23.4%)
Stable relationship 46 (56.8%0 49 (57.0%) 24 (51.1%)
Unstable relationship 11 (13.6%) 19 (22.1%) 9 (19.1%)
Widow 1(1.2%) 1(1.2%) 3 (6.4%)
Work; n(%) <0.01
Employed 65 (80.0%) a 30 (35.3%) b 29 (60.9%) a
Unemployment 8 (10.0%) a 34 (38.8%) b 6 (13.0%) a
Disability -payments 0 (0.0%) a 8(9.4%) b 3 (6.5%) ab
Unemployment insurance 1(1.25)a 0 (0.0%) a 0 (0.0%) a
Retired 2 (2.5%) a 7 (8.2%) a 4(8.7%) a
Other 5 (6.2%) a 7 (8.2%) a 5(10.9%) a
Ethinicity; n(%) 0.07
White 52 (64.2%) 67 (77.9%) 29 (61.7%)
Black 7 (8.6%) 2 (2.3%) 6 (12.8%)
Yellow 4 (4.9%) 0 (0.0%) 2 (4.3%)
Mix 2 (2.5%) 4 (4.7%) 3 (6.4%)
Other 16 (19.8%) 13 (15.1%) 7 (14.9%)
BMI; mean (SD) 26.70 (4.82) 28.16 (5.72) 25.95 (4.74) 0.07
Smokers; n (%) 43 (53.1%) a 47 (54.1%) a 40 (85.1%) b <0.01
Pack-years; mean (SD) 35.98 (25.43) 32.89 (28.11) 35.63 (24.57) 0.52
CTQ
Sexual Abuse; mean (SD) 5.32 (1.56) a 8.37 (5.24) b 6.02 (3.00) a <0.01
Physical abuse; mean (SD) 6.81(3.29) a 9.96 (4.67) b 8.98 (4.55) b <0.01
Emotional abuse; mean (SD) 7.35(3.45) a 12.93 (5.64) b 11.33(6.03) b <0.01
Emotional neglect; mean (SD) 10.86 (6.45) a 14.59 (6.31) b 12.13 (6.19) ab <0.01
Physical neglect; mean(SD) 8.26 (3.88) a 10.39 (4.44) b 9.38 (4.27) ab <0.01

BMI: Body Mass Index; CTQ: Childhood Trauma Questionnaire

*p-value obtained in the ANOVA or Kruskal-Wallis test for the quantitative variables or Chi-square test or Fisher exact test for the qualitative variables
**Equal letters for the same variable indicate that there are no differences between the means or percentages among the groups, and different letters for the same

variable indicate that there is such a difference

groups, when the assumptions were attended (homogeneity of
variances and residual normality), or the Kruskal-Wallis test followed
by post hoc for the comparisons when the assumptions were not met.
We applied the Chi-square test or the Fisher exact test, followed by
z-test, to the qualitative variables in order to compare the percentages
between groups. The statistical significance level was 0.05; when
the p-value was lower than 0.05, the means (quantitative variables)
or percentages (qualitative variables) among groups, were followed
by letters. Equal letters applied to the same variable indicated no
difference between means, or percentages, among groups. Different

letters used for the same variable indicate difference between means,
or percentage among groups. The analysis was performed in the R
software [37].

Results

Socio-demographic, clinical characteristics and childhood
trauma questionnaire

Results of socio-demographic and clinical characteristics are
summarized in Table 1. The MDD patients were older than the ones
with BDD (p<0.01). There were no significant differences among
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Table 2: Medication, Functional Impairment and Clinical features in Bipolar Depression (BDD) Major Depressive Disorder (MDD) and Controls.

Bipolar Disorder - Major Depressive
Variables Controls - CONs (n=81) p-value*
BDD (n=86) Disorder - MDD (n=47)

Lithium; n(%) 0 (0.0%) a** 33 (38.6%) b 1(2.2%) a <0.01
Other mood stabilizer; n(%) 0 (0.0%) a 46 (53.6%) b 4 (8.7%) ¢ <0.01
Atypical Antipsychotic; n(%) 1(1.4%) a 37 (43.5%) b 5(11.1%) a <0.01
Antidepressants; n(%) 6 (6.8%) a 38 (44.7%) b 20 (42.2%) b <0.01
HDRS17; mean (SD) 2.74 (3.55) a 11.09 (7.95) b 8.13 (6.58) b <0.01
HAM-A; mean (SD) 6.79 (7.56) a 16.80 (12.50) b 15.98 (21.46) b <0.01
SDS
Occupational < 6; n(%) 71 (87.7%) a 41 (48.2%) b 28 (58.7%) b <0.01
Occupational > 6; n(%) 10 (12.3%) a 45 (51.8%) b 19 (41.3%) b
Social Life < 6; n(%) 73 (90.1%) a 36 (42.4%) b 25 (52.2%) b <0.01
Social Life > 6; n(%) 8 (9.9%) a 50 (57.6%) b 22 (47.8%) b
Family Life < 6; n(%) 70 (86.4%) a 47 (54.1%) b 25 (52.2%) b <0.01
Family Life > 6; n(%) 11 (13.6%) a 39 (45.9%) b 22 (47.8%) b
Work absences (last 30 days); mean (SD) 0.37 (3.33)a 4.75(9.62) b 4.11(9.04)b <0.01
Underproductive days (last 30 days); mean (SD) 1.05(4.78) b 7.24 (10.57) b 5.85(10.93) b <0.01

SDS: Sheehan Disability Scale; HDRS17: 17-item Hamilton Depression Rating Scale; HAM-A: Hamilton Anxiety Rating Scale
*p-value obtained in the ANOVA or Kruskal-Wallis test for the quantitative variables or Chi-square test or Fisher exact test for the qualitative variables
**Equal letters for the same variable indicate that there are no differences between the means or percentages among the groups, and different letters for the same

variable indicate that there is such a difference

Table 3: Medication Adherence Rating Scale, in Bipolar Depression (BDD) Major Depressive Disorder (MDD).

Bipolar Disorder - BDD (n=86) Major Depressive Disorder - MDD (n=47)
Mars Questionnaire p-value*

Non-Compliance Compliance Non- Compliance Compliance
Do you ever forget to take your medication? 18 (64.3%) 10 (35.7%) 9 (45.0%) 11 (55.0%) 0.24
Are you careless at times about taking your medication? 26 (92.9%) 2 (7.1%) 13 (65.0%) 7 (35.0%) 0.02
Whe.n you feel better, do you sometimes stop taking your 25 (89.3%) 3 (10.7%) 19 (95.0%) 1(5.0%) 063
medication?
Sometimes |.f yo‘u feel worse when you take the medication, do 25 (89.3%) 3 (10.7%) 18 (90.0%) 2 (10.0%) 1
you stop taking it?
| take my medication only when | am sick 24 (85.7%) 4 (14.3%) 18 (90.0%) 2 (10.0%) 1
Itis gnngtural for my mind and body to be controlled by 22 (78.6%) 6 (21.4%) 16 (80.0%) 4 (20.0%) 1
medication
My thoughts are clearer on medication 15 (53.6%) 13 (46.4%) 12 (60.0%) 8 (40.0%) 0.77
By staying on medication, | can prevent getting sick 9 (32.1%) 19 (67.9%) 12 (60.0%) 8 (40.0%) 0.08
| fell weird, like a 'zombie' on medication 26 (92.9%) 2 (7.1%) 20 (100.0%) 0 (0.0%) 0.5
Medication makes me feel tired and sluggish 20 (71.4%) 8 (28.6%) 16 (80.0%) 4 (20.0%) 0.74

Mars: Medication Adherence Rating Scale. Compliance=No to questions 1-6, 9-10; Answer Yes to questions 7,8.

*p-value obtained by Chi-square test or Fisher exact test

the three groups with respect to ethinicity (p=0.07), marital status
(p=0.34) and Body Mass Index (BMI) (p=0.07). Individuals with BDD
presented significantly higher unemployment rates than MDD and
CONSs. BDD patients are currently receiving disability payments than
CONss (p<0.01). When it comes to mean education years, individuals
with MDD rated 9.09 (SD=5.15); BDD, 10.39 (SD=4.46); and CONs,
12.63 (SD=5.71) (p<0.01).

BDD experienced significantly more childhood sexual abuse
compared to MDD and CONs. MDD and BDD experienced
significantly more emotional and physical abuses than CONGs.

MDD presented higher percentage of smokers compared to BDD
and CONS. There are no significant differences related to pack-years

between the groups.

Medication and clinical characteristics, and functional
impairment

Medication, severity of depressive and anxious symptoms, and
functional impairment are shown in Table 2.

There were significant differences in medication use among the
groups. BDD took significantly more lithium, atypical antipsychotic
medicines, and other mood stabilizers than MDD and CONs. Both
BDD and MDD took more antidepressants than CONs.

There were no significant differences between both groups
(BDD and MDD) in functional impairment, however, there were
significant differences in both groups (BDD and MDD) compared
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Table 4: Biomarkers in Bipolar Depression (BDD) Major Depressive Disorder (MDD) and Controls.

Bipolar Disorder Major Depressive
Variables Controls - CONs (n=81) p-value*
BDD (n=86) Disorder - MDD (n=47)
Waist Circumference; mean (SD) 90.32 (20.85) 94.08 (17.62) 90.80 (12.66) 0.18
BM1 2 30; n (%) 22 (26.6%) 32 (36.8%) 9 (18.2%) 0.08
hs-CRP mg/L; mean (SD) 3.73 (3.85) 4.47 (4.50) 4.47 (7.42) 0.65
Leptin ng/mL; mean (SD) 2205.85 (2287.79) a** 3692.88 (3001.87) b 2332.33 (2364.40) a <0.01
s TNF-R1 pg/mL; mean (SD) 408.92 (333.03) 498.34 (383.02) 369.38 (339.22) 0.15
s TNF-R 2 pg/mL; mean (SD) 8146.73 (4625.73) a 8262.54 (5668.82) a 5941.58 (4190.78) b 0.04

hs-CRP: high-sensitivity C-Reactive Protein; sTNF-R1: soluble Tumour Necrosis Factor a Receptor 1; sTNF-R2: Soluble Tumour Necrosis Factor a Receptor 2
*p-value obtained in the ANOVA or Kruskal-Wallis test for the quantitative variables or Chi-square test or Fisher exact test for the qualitative variables
**Equal letters for the same variable indicate that there are no differences between the means or percentages among the groups, and different letters for the same

variable indicate that there is such a difference

to CONs. There were no significant differences between BDD and
MDD in depression severity on HDRS17 scale and anxiety severity
on HAM-A, and both presented higher means compared to CONS.

Medication Adherence Rating Scale (MARS)

Table 3 summarizes Medication Adherence Rating Scale in BDD
and MDD.

No significant differences were found between BDD and MDD
groups in nine questions of MARS. However, there was significant
difference between BDD and MDD in question 2 “Are you careless
at times about taking your medication?”. BDD patients presented
significantly worse treatment adherence.

Biomarker and antrophometric measures

Table 4 summarizes biomarker and anthropometric measures.
There were significant differences in leptin and sSTNF-R2 levels. BDD
patients presented higher leptin levels than MDD and CONs. MDD
presented lower levels of sSTNF-R2 levels than other groups.

There were no significant differences in BDD, MDD and CON
groups regarding BMI, waist circumference, and levels of hs-CRP and
STNE-R1.

Discussion

This study provides findings that individuals with BDD differ
from MDD and individuals without mood disorders, as BBD have
experienced more childhood sexual abuse and usually present
lower adherence treatment. These results are in accordance with
a study that found that poor therapeutic alliance was associated to
childhood sexual abuse [25]. Another previous study reported that
child sexual abuse was more frequent in BD patients [38]. Individuals
who suffered adverse childhood experiences had their brain structure
and functioning altered, which contributes to health-risk behaviors,
including smoking cigarettes, drinking alcohol, and eating high-fat
and high-sugar foods [39]. Although MDD and BDD had experienced
more childhood emotional and physical abuses than CONs, there
were no alterations on their BMI and pack-years smoking.

Our study also found that mood disorders, either BDD or MDD,
had similarities such as higher rates of functional impairment and
more severity in depressive and anxious symptoms than individuals
without mood disorders. On the other hand, there were more cases of
BDD patients receiving disability payments than CONSs. In addition,
there was a higher rate of unemployment among BDD patients than

MDD and CON:S. There is evidence that recurrent depressive, manic
or hypomanic episodes may lead to cognitive dysfunction and decline
in psychobiosocial function in BD patients [40-42]. Moreover,
both BD and MDD patients might present cognitive impairment,
so such mood disorders could affect their learning and working
skills [43-45]. MDD and BD are associated with increased levels of
inflammatory biomarkers that contribute to both being considered
progressive diseases [46,47]. The functional impairment persists even
during disease remission phases or even when severity of depressive
symptoms decreases [48]. Approximately 30% of all BD patients
show severe impairment in their working skills [5,49]. Likewise,
MDD functional impairment may cause complete incapacity to meet
basic self-care needs [5].

The present study also showed that BDD patients had higher levels
of leptin than other groups. Leptin is an adipokine that increases the
production of pro-inflammatory cytokine, and higher leptin levels
are a trait in BD in all phases: manic, depressive and remission [50].
Leptin resistance may be the pathway that connects obesity and
depression, since there is a link between leptin, abdominal obesity
and onset of depression [51,52]. Leptin resistance is like a regulator
of food intake and obesity that might develop mental disorders such
as anxiety, depression and neurocognitive functions [53]. Our study
found that BDD patients took more lithium, other mood stabilizers
and atypical antipsychotic medicines. Obesity and overweight in BD
are partly related to prescribed drugs that could contribute to weight
gain [54].

Mood disorders (either BD or MDD) have been reported
with a low-grade of inflammation. However, patients with BD had
significantly higher sTNF-R1 levels than MDDs and controls [16].
Higher sTNF-RI levels in the depressive and manic phases could lead
to neuroprogression caused by inflammatory mechanisms capable
of inducing neuronal cell death through caspases and apoptotic
machinery activation [55]. High sTNF-RI and sTNF-R2 levels in
individuals with BD are associated with cognitive impairment that
could be a possible consequence of the pro-inflammatory process
[56]. Conversely, in our study, MDD had significantly lower
STNE-R2 levels than BDD and individuals without mood disorders.
Furthermore, BDD patients have shown higher levels of sSTNF-R1 and
sTNF-R2 than the other groups, although no significant differences
were observed between the three groups.

The co-occurrence of MDD and tobacco use disorder is high in

Submit your Manuseript | www.austinpublishinggroup.com

J Psychiatry Mental Disord 5(3): id1026 (2020) - Page - 05



Machado RCBR

Austin Publishing Group

clinical practice People with current nicotine dependence exhibit
greater prevalence and severity of several depressive symptoms
compared to people with no history of nicotine dependence [57,58].
Depressed smokers have higher levels of pro-inflammatory cytokines
than non-depressed smokers, including tumor necrosis factor-alpha,
interleukin-6, and acute phase proteins such as C-Reactive Protein
(CRP) [59,60].

The present study should be interpreted regarding the strengths
and limitations. First, childhood-trauma data were retrospective, so
they could be based on recall biases. Second, individuals with BD
or MDD attended less school year than individuals without mood
disorders. Third, although the current study was based on a small
sample, it was from clinical practice sample. Finally, participants were
in the age group between 18 to 65 years, thus we cannot generalize
these findings to older, or younger, populations.

Conclusion

Our findings suggest clinical practice implications. Similarities
between individuals with MDD and BDD were high rates of functional
impairment, childhood physical and emotional abuse reports,
and severity of depressive and anxiety symptoms. The differences
between unipolar and bipolar depression were that patients with
BDD had experienced more childhood sexual abuse and the rate of
unemployment among them was higher, as well as the levels of leptin.

The patients of the present study are clinically representative of
BDD and MDD patients seen in psychiatric settings. BDD patients
took more lithium, other mood stabilizers and atypical antipsychotic
medicines, and had poor compliance to treatment. Similarities in
both BDD and MDD were that both kind of patients took more
antidepressants.

Taken together, unipolar and bipolar depression showed
similarities and differences in clinical features, adverse childhood
experiences and biomarkers. The awareness of such differences
and similarities is relevant for clinical practice. Further studies are
required to investigate if BDD and MDD present different or similar
etiology and phenomenology.
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