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Abstract

Antiplatelet therapy is indispensable after percutaneous coronary intervention (PCI) in patients with coronary artery disease (CAD).
Studies have shown that the treatment protocol of antiplatelet drugs is closely related to the prognosis of their, and reasonable
medication regimen often can significantly improve the survival rate and quality of life of patients. The author summarized the
current progress of antiplatelet drugs commonly used in clinical treatment of CAD after PCI, and focused on the application of gene
detection of clopidogrel in antiplatelet drug therapy, so as to provide a more scientific and reasonable idea for the antiplatelet drug
therapy of CAD patients after PCI, so as to better improve the prognosis of patients with CAD.
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