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[ Abstract] Abstract: Aspirin combined with clopidogrel is a conventional antiplatelet therapy for coronary heart
disease after percutaneous coronary intervention. However, recently , studies have shown that the inhibition rate of plate-
lets in some patients treated with this therapy is low, which is so called " clopidogrel resistance" ,and there is a close
relationship between clopidogrel resistance and stent thrombosis events after PCI. Reasons of the clopidogrel resistance
is complex. Studies have shown that CYP2C19 gene polymorphism is significantly related with it,and it is well for the
high-risk groups of CYP2C19 gene polymorphism to recognize clopidogrel resistance,and in a timely manner increasing

the dose of clopidogrel or replacing of the new platelet P2Y12 receptor antagonist, can reduce the incidence of postop-

H

erative stent thrombosis.
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