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A Case Study of the Association Between Genetic Polymorphisms and Interindividual Variation
of Response to Rosuvastatin
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1.Department of Pharmacy, Zhejiang Hospital, Hangzhou 310013, China;2.Zhejiang University City College, School of Medicine, Hangzhou 310015, China
Abstract:

OBJECTIVE To explore the possible reason of that a patient had decreased short-term lipid-lowering response to rosuvastatin. METHODS The patient’s ATP-
binding cassette G2 (ABCG2) and organic anion transporter 1B1 (SLCO1B1) gene polymorphisms was detected. Pyrosequencing technology was used to detect gene
polymorphisms. RESULTS The patient was ABCG2 c¢.421 CA heterozygous, SLCO1B1 ¢.388GG homozygous, SLCO1B1 ¢.521TT homozygous. CONCLUSION

SLCOI1BI ¢.388G mutation may be related to decreased short-term lipid-lowering response to rosuvastatin.
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