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Abstract: Objective To screen for clopidogrel metabolism related gene CYP2C19 in patients with coronary artery disease in
Wuhan. Methods

for the treatment of coronary artery disease were selected as research object. Clopidogrel metabolism related CYP2C19 geno-

316 patients,from Jan to Dec 2014, after cardiology percutaneous coronary interventional therapy (PCI)

types ( * 1, % 2, x 3) were detected by the gene chip, and for different types of metabolism of patients according to
CYP2C19 gene type:strong metabolize type ( * 1/ % 1) ,intermediate metabolizer types ( * 1/ % 2, * 1/ % 3), poor metaboli-
zer types (% 2/ % 2, %3/ %3, %2/ % 3), Results
strong metabolic type carrying CYP2C19 % 1 ( % 1/ % 1) accounted was 43. 4% ,intermediate metabolizers carrying CYP2C19
*2o0r 3 (%1/% 2 and * 1/ * 3) and poor metabolizers ( * 2/ * 2, ¥ 2/ * 3 and * 3/ * 3) accounted was 42.4% and
Clopi-

According to the CYP2C19 gene polymorphism of metabolic function type,

14. 2% ,respectively. Different gender had no statistical significance in CYP2C19 genotype differences. Conclusion
dogrel metabolism functional of CYP2C19 gene in patients with interventional coronary heart disease in Wuhan area had
more deletion gene.
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