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Individualized therapy of one patient with in-stent restenosis under the guidance of genotyping
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[ Abstract] Objective: To explore the role of genotyping in individualized therapy of the patient with in-stent restenosis after

percutaneous coronary intervention. Methods: The clinical pharmacist tested the genotype associated with antiplatelet treatment for the

patient, developed appropriate individualized treatment plans according to the genotyping and drug interactions and followed up the patient

for 1 year. Results: After the adjustment of the medication, the quality of the patient’s life improved significantly without any adverse

cardiovascular events or adverse drug reactions within one year. Conclusion: The safe and effective individualized therapy for patients can

be implemented according to genotyping and drug interactions, which could reduce the risk of thrombosis and hemorrhage of patients and

be worthy to clinical recommendation.
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