©
2016 2018

A _personality-based examination of the health-illness continuum: association
with gene expression profiles

Hori, Hiroaki

3,700,000

Etiology of depression or its putative major risk factor, i.e., stress
vulnerability, is not clear. In this study we first targeted a general population and examined an
association between stress vulnerability classification determined based on an individual’ s
psychological profile and blood-based gene expression profiles. A few genes involved in stress
vulnerability were selected through detailed data analyses. These selected genes showed similar
expression patterns in depressed patients as well. These findings suggest a continuum of etiology
between stress vulnerability and depression.
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Part 1. Identification of gene expression signatures of stress vulnerability in a nonclinical population
i e
: 455 nonclinical adults classified into 3 groups in our previous study (Hori ef al., 2014):
1 - 61 individuals with somewhat unique personality profile but overall adaptive and high functioning (herein renamed to “resilient” subjects)
1 - 82 individuals with maladaptive personality profile (“vulnerable™ subjects)
1 - 312 individuals with adaptive personality profile (“resistant™ subjects)

Sample selection with age & sex being matched

Transcriptome analyses using 60 nonclinical adults:
Pid Resilient subjects (n=20) vs. Vulnerable subjects (n=20) vs. Resistant subjects (n=20)

Examination of key findings using a case-control dataset

Part 2. Investigation of whether main findings in Part 1 can be extrapolated to clinically depressed populations
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. Targeted investigation of the key findings using our pooled Validation of
A independent microarrav case-control dataset: == == == | microarray data using
\ Depressed patients (n=54) vs. Remitted patients (n=14) vs. Healthy controls (n=54) Validation qPCR in 65 subjects
\
\
v Replication in an independent case-control dataset
\
\

Replication by gPCR using an independent case-control dataset:
Depressed patients (n=106; major depressive disorder (MDD): 59 & bipolar depression (BD): 47) ws. Healthy controls (HC) (n=60)

*Disease specificity was also examined using this dataset (59 MDD, 47 BD & 60 HC) and a sample of schizophrenia patients (n=43)
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