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Association Study of 5—-HT,, Receptor Gene Polymorphisms
with Antidepressants Treatment Response
YANG Dong, ZHAO Jing—ping, YU Yan, et al
Second People’s Hospital of Hunan Provincial , Changsha 410007, China
[Abstract] Objective: To investigation the association between 5—HT,, receptor gene rs6311 polymorphism and antide-
pressants treatment response of the Han nationality in China. Methods: 121 major depressive disorder patients who met
DSM-1IV criterion were given antidepressant drugs for six weeks (escitalopram paroxetine). S—HT,, receptor gene rs6311
polymorphism was genotyped by the ligase detection reaction. Results: (DThe frequencies of T allele and TT genotype of
1s6311 were higher in non—responder group than that in responder group(P<0.05). @The HAMD decreasing score and de-
creasing score rate of the patients with TT genotype of rs6311 were lower than those with CC genotype of rs6311 (P<0.05).
Conclusion: The rs6311 of 5-HT,, receptor gene may be related with the treatment response to SSRIs. T allele and TT
genotype is likely to be a predictive factor of the worse treatment response to SSRls.
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