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Clinical application of anti-platelet drug gene polymorphism in individualized
administration of patients with acute cerebral infarction
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Abstract: Objective To study the polymorphisms of aspirin, clopidogrel, and cilostazol, and their clinical application value in
individualized administration of patients with cerebral infarction. Methods Patients (139 cases) with acute cerebral infarction in 900
Hospital of the Joint Logistics Support Force of PLA from December 2018 to Jane 2019 were enrolled. Patients were po administered
with Clopidogrel Hydrogen Sulfate Tablets, 75 mg/time, once daily. After the drug administration, aspirin, clopidogrel, and cilostazol
were detected. The results of the three drug genes were combined with the general information of the patients. Statistical analysis
based on genetic testing results and evidence-based medical evidences were used to select individualized antiplatelet regimens, and
adverse reactions using antiplatelet agents during hospitalization and 90 d after discharge were recorded. Results In 139 patients,
83 patients had media-metabolic and slow-metabolism in clopidogrel, 52 patients had high aspirin resistance, and 9 patients had
cilostazol metabolism, including patients who were resistant to clopidogrel. The proportion was the highest, reaching 59.71%.
Diabetes was one of the independent risk factors for clopidogrel resistance, with statistically significant differences (P < 0.05). For
patients with clopidogrel resistance, antiplatelet regimens were adjusted according to the results of genetic testing. All patients had no
cerebrovascular events in 90 d of follow-up. Conclusion Anti-platelet drug gene polymorphism has important reference value in
the treatment of patients with acute cerebral infarction.
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Table 1 Detection results of three anti-platelet drug gene
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Table 2 General analysis of patients with clopidogrel gene polymorphism
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HigRumaE: P<0.05; SHCEAE: *P<0.05
“P < 0.05 vs slow metabolism group; “P < 0.05 vs media metabolism group
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Table 3 General condition and analysis of aspirin gene polymorphism
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Table 4 General analysis of patients with cilostazol gene polymorphism
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Table 5 Genetic testing results for individualized antiplatelet

drug selection in patients
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