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Clinical significance of the detection of CYP2C19 gene polymorphism

in acute cerebral infarction patients treated with clopidogrel
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[ Abstract] Objective: To investigate the significance of the detection of CYP2C19 gene polymorphism in guiding the treatment of
acute cerebral infarction( ACI) ,and its correlation with the progress of ACI. Methods: The disease history, physical examination, routine
admission test and CYP2C19 gene detection in 206 ACI patients were analyzed, and the patients were divided into the progressive
cerebral infarction group and non-progressive group according to clinical symptoms. The fast metabolism, intermediate metablism and
slow metabolism in the detection of CYP2C19 gene were further analyzed, and the effects of which on the clinical outcome of ACI
patients treated with conventional method combined with antiplatelet was statistically analyzed. Results: The difference of the metablism
type distribution of CYP2C19 gene between two groups was statistically significant( P <0.01) ,and the ratios of PM and EM genotypes
in progressive cerebral infarction group were higher and lower than those in non-progressive group, respectively. Conclusions: The
CYP2C19 gene polymorphism may be related to the disease progress in ischemic stroke patients treated with clopidogrel.
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1.3 CYP2C19 AR oA &R 5 AT I HIRIT
FFRIICRIA 1 ~2 mL(EDTA 4,4 CAER) 4%
HEIR ) & U8 W 45 E 17 DNA 42 BRI 41k &2 PCR 3™
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1 (43.20% ) , ABERT NIHSS 3432 (12.26 £3.04)
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CYP2C19 3 [H 25 %1 iR n Fa R/ %
%1/ %1 EM 114 55.34
#1/ %2 M 42 20.39
%1/ %3 M 12 5.83
#2/ %2 PM 16 7.77
%3/ %3 PM 10 4.85
%2/ %3 PM 12 5.83
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il n EM % M PM % X P
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