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Retrospective Study on Related Influential Factors of Clopidogrel Resistance in Northern Han Chinese
with Coronary Heart Disease

DI Xiao-hui, BIAN Jia-ming, XU Juan,ZHANG Mei(Dept. of Pharmacology, General Hospital of Beijing Mili-
tary Command, Beijing 100700, China)

ABSTRACT OBJECTIVE: To investigate the related influential factors of clopidogrel resistance in northern Han Chinese with
coronary heart disease. METHODS: 425 northern Han Chinese patients uncerwent first percutaneous coronary intervention were cho-
sen and divided into clopidogrel resistance group (CRG) and clopidogrel sensitivity group (CSG) according to platelet aggregation
rate. Genotypes of them were detected, and the carry of CYP2C19*2 allele was analyzed; the relevance of biochemical index as
platelet aggregation rate and susceptibility index of coronary heart disease with clopidogrel resistance were compared. RESULTS:
The frequency of CYP2C19 gene G861A mutation carriers (GA, AA) in CRG and CSG were 64.4% and 33.1% , respectively;
there was statistical significance (P<<0.000 1). The nongenetic factors showed no statistical difference between 2 groups (P>0.05).
CONCLUSIONS: The carry of CYP2C19*2 allele is significant relevant with the occurrence of clopidogrel resistance, and G681A
mutation is a predictor for clopidogrel resistance. Other nongenetic factors show no significant effect on clopidogrel resistance.
KEYWORDS Coronary heart disease; CYP2C19; Clopidogrel; PCI
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Fig 1 Results of 3 genotypes sequencing
A.GG homozygous; B.GA heterozygosis; C.AA homozygous
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Tab 1 Distribution of clopidogrel resistance and CYP2C19*

2 gene mutation [case(%) |
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Tab 2 Comparison of relevance between non-genetic fac-

tors and clopidogrel resistance between 2 groups(X £ s)
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i i, mm Hg 132+28.8 134+22.8 0.549
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