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Abstract: Objective To explore the method of the individualized antiplatelet therapy and its effect of clinical prognosis by researching
CYP2C19 genotype in patients with ischemic stroke. Methods The 300 patients with acute ischemic stroke were randomly assigned in-
to the individual treatment group (n =150) and the conventional treatment group (n =150). In the individual treatment group, the
CYP2C19 genotype was detected immediately before treatment with antiplatelet therapy. According to the different genotypes, the differ-
ent antiplatelet treatment regimens were used. The patients with fast metabolizer were given clopidogrel 300 mg loading dose , mainte-
nance dose clopidogrel 50 mg + d ™' ; intermediate metabolizers were given clopidogrel 300 mg loading dose , maintenance dose clopi-
dogrel 75 mg + d ™' ;slow metabolizers were given clopidogrel 300 mg loading dose , maintenance dose clopidogrel 75 mg + d ™' plus aspi-
rin 100 mg + d~'. The conventional treatment group was not detected the CYP2C19 genotype and was treated with conventional clopi-
dogrel therapy (loading dose 300 mg, maintenance dose 75 mg - d ™' ). The differences in adverse events between these two groups were

observed 30 days and 180 days after ischemic stroke. Results  After 180 d follow-up,the incidence of recurrent ischemic stroke in the
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individual treatment group was lower than that in the conventional group( P <0.05). The incidence of bleeding events in the individual

treatment group was obviously lower than that in the conventional group (P <0.05). Conclusions To take different treatment regi-

mens according to CYP2CI9 genotype can find the slow metabolizers in time,and then adjust the antiplatelet aggregation therapy , signif-

icantly reduce the incidence of adverse events and reduce the adverse drug reactions.
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