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Research Progress: Mechanisms and Intervention Strategies

of Clopidogrel Resistance

LI Xiao-jing', CHEN Xiao-min®"

( 1.School of Medicine, Ningbo University, Ningbo 315211, China; 2.Ningbo No.1 Hospital, Ningbo 315010, China )

Abstract: Despite the standard dose of clopidogrel used in treatment of the patients with coronary heart disease,
many studies have found that some patients show low response even no response to clopidogrel, which is

defined as clopidogrel resistance. In this paper, we explore the mechanism of clopidogrel resistance, and suspect
that the clopidogrel resistance may be caused by the individual gene polymorphism, drug interactions and so on.
The countermeasures to the clopidogrel resistance include increasing the clopidogrel dosage, use of new drugs,

etc. The definition and triggering mechanism of the clopidogrel resistance are also reviewed in this report.
Key words: clopidogrel resistance; single nucleotide polymorphism; platelet aggregation; clinical intervention



