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Gene Polymorphism of Aspirin Resistance and Individualized Treatment
PENG Wenxing, FENG Pinpin, SHI Xiujin, QIU Qi, DU Haiyan, LIN Yang(Dept. of Pharmaceutical Affairs, Bei-
jing Anzhen Hospital, Capital Medical University, Beijing 100029, China)

ABSTRACT OBIJECTIVE: To provide theoretical foundation for individualized treatment of aspirin in patients with cardiovascu-
lar disease. METHODS: Domestic and foreign literatures in recent years were collected and summarized. RESULTS & CONCLU-
SIONS: The gene polymorphism can significantly affect the platelet activity. GPIII a PLA2, PEAR1 and PTGS1 alleles are associat-
ed with aspirin resistance, and cardiovascular events have significant difference in different genotype patients. Adjusting reasonably
dosage regimen and conducting individualized treatment according to the genetic testing result and other factors can reduce aspirin

resistance and the incidence of cardiovascular adverse events in the patients.
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Tab 1 Mutation frequency of aspirin resistance related gene
in crowd (%)
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