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Research progress on correlation between CES1 gene polymorphisms and the
individual differences in the efficacy of clopidogrel
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Abstract: Clopidogrel is a primary antiplatelet agent after acute coronary syndrome (ACS) and percutaneous coronary intervention

(PCI). There are significant individual differences in its clinical effect among different patients. Genetic polymorphism can explain
between 10% and 50% of the differences in clopidogrel between individuals. CES1 was involved in the main inactivation pathway of
clopidogrel. Genetic polymorphisms of CES1 mostly reported were CES1 G143E, CES1A2 A(- 816)C, and CES1 S75N. Research
progress on correlation between CES1 gene polymorphisms and the individual differences in the efficacy of clopidogrel is reviewed in

this paper.
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