%= C-19
FEmREMWEMARRBESE
Rk 234 4 A 12 HEUE

HPEEERS . 32666

MEiEE  EFHE B)

WA 2007 ~ 2010

EEEE 19790570

MERESL (F1X) EUFAEMMEEORERKERET 2 ECFOER

HZCERRE4 (F|X)  Search on genes related to depressive symptoms in COPD

HERKRE
A3 25 (ISHII TAKEO)
BAERKE - EFE - 1%
MEEEZES 90445750

WFFERCR OMEL (Fn30) -

12 MEPAZEMEME B (COPD) (2B 2 EERLHIERD—>Th % depression DJFEK & LTk
g R = REBE L TV D EDEGRICE W ZDOBE TR EOBREET T2, tu b=V KT
VAR—H —BIE T THDH SLC6AL IZHOWTHFI L7z & A, BIETEZM rs20202936 1%
pack-years KU COPD g & A EICEE, F2REETOIENOELETZA rs3794808 1%
HADS 952 a7 L HEMBAZHRDT-, SLC6A4 DMisTLHIMF &, COPD DOJikE, #
(ZHEBAT 5 2 L b | IR T & A& T 2 3EAIH COPD KO OAPHED 5 2D I7 DIRHEIT
DIRINDAIREMEN B D Z L NIRRT,

WFFERCR OMEEL (3530) -

A serotonin transporter gene, SLC6A4, is thought to be related to nicotine dependence
and depression, one of the comorbidities of chronic obstructive pulmonary disease (COPD).
The rare allele rs2020936 was significantly associated with COPD incidence in the trend
model (P = 0.003; odds ratio, 2.20; 95% confidence interval, 1.31-3.74). This allele was also
associated with the number of pack-years (P = 0.026). The major allele of another SNP of
SLC6A4, namely rs3794808, correlated with the HADS depression score (P = 0.016). We
conclude that SLC6A4 variation affects COPD pathogenesis, and this effect depends partly
on tobacco consumption. SLC6A4 variation also affects depressive symptoms. SLC6A4

could be modified to prevent COPD and treat the depressive symptoms of COPD.
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