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Abstract: Objective ~ To compare and analyze the clinical application value of detection of Cytochrome P450 2C19
(CYP2C19) polymorphisms for clopidogrel application by DNA sequencing and DNA microarray. Methods 90 blood sam-
ples were randomly collected from patients, who were diagnosed as acute coronary syndrome and treated with percutaneous
coronary intervention (PCI) for the first time. The genotyping of CYP2C19 % 2 and CYP2C19 * 3 alleles were performed in
90 samples through DNA sequencing and DNA microarray before using clopidogrel. The control group contains 90 patients
with non-genotype guided clopidogrel usage. The clinical significance of detection of these polymorphisms was evaluated by
comparing the proportion of patients,who suffered with the stent thrombosis between control and genotype-guided groups u-
sing Chi square test. Results Both DNA sequencing and DNA microarray results showed that 4 kinds of gene type were de-
tected: * 1/ % 1(636GG,681GG) , * 1/ % 2(636GG,681GA), * 2/ * 2(636GG,681AA) and * 1/ * 3(636GA,681GG) s re-
spectively. The distribution of them were 48. 9% ,40%,5.6% and 5. 6% respectively. However, * 3/ * 3(636AA,681GG)
and * 2/ * 3(636GA,681GA) were not found. Besides,in the studied group,the rate of stent thrombosis (0.0%) was sig-
nificantly lower than that in the control group (3. 3%). Conclusion (DAs to the sensibility and accuracy of CYP2C19 poly-
morphism detection, DNA sequencing coincides with DNA microarray. @ The detection of CYP2C19 polymorphism by DNA
microarray was validated to be rapid and reliable. @ The genotyping of CYP2C19 with this method can effectively guide clo-
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pidogrel application,and thus reduce the occurrence of stent thrombosis.

Keywords: clopidogrel; CYP2C19; DNA microarray
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