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Abstract: Objective

with atherosclerotic cardiovascular disease(ASCVD) in Southwest China,and to provide evidence for adjusting aspirin administration regi-
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To investigate the distribution of gene polymorphisms associated with antiplatelet efficacy of aspirin in patients
mens in the clinic based on individual differences in patients. Methods Totally 358 patients with ASCVD admitted to our hospital from
April to September 2018 were collected. The gene related to the antiplatelet efficacy of aspirin was detected by polymerase chain reac-
tion(PCR) fluorescence method. The frequency of gene polymorphism’s distribution was calculated. Results Among 358 patients, GP I
aPLA2(T > C) gene was all wild type without mutation,PEAR1(G > A) gene had 111 cases of wild(GG) type,180 cases of heterozy-
gosis mutations(GA) type,67 cases of homozygosis mutations(AA) type and the mutation rate was 68.99% ,PTGS1( —842A > G) gene
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had 356 cases of wild(AA) type,2 cases of heterozygosis mutations(AG) type and the mutation rate was 0.56% ,GP1BA(5792C > T)

gene had 307 cases of wild(CC) type,48 cases of heterozygosis mutations(CT) type,3 cases of homozygosis mutations(TT) type and

the mutation rate was 14.25% . Conclusion

There are individual differences in genotypes related to the antiplatelet efficacy of aspirin

among ASCVD patients in this area. Individualized aspirin therapy regimens should be given according to the genotype of patients with

ASCVD.
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