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Study progress on pharmacogenomics of sodium-glucose linked transporter 2 inhibitors

ZHUANG Yongru'’, SONG lJinfang' * (1. Dept. of Pharmacy, the Affiliated Hospital of Jiangnan University,
Jiangsu Wuxi 214000, China; 2. School of Pharmacy, Xuzhou Medical University, Jiangsu Xuzhou 221000,
China)

ABSTRACT Sodium-glucose linked transporter 2 inhibitors (SGLT2i) are novel oral hypoglycaemic agents and are widely used
for hypoglycemic therapy in patients with type 2 diabetes mellitus, but differences in the genetic backgrounds of patients often lead
to variable responsiveness to drug therapy. By summarizing the pharmacogenomic studies of SGLTZ2i, the article found that the
genetic variants of UGTIA49, UGT2B4, SLC542, ABCB1, PNPLA3 and WFSI may influence the pharmacokinetics of SGLT2i and
the external hypoglycemic effects of SGLTZ2i in improving non-alcoholic fatty liver disease, weight loss and so on, but there is no
clinical evidence that genetic polymorphisms affect the hypoglycemic efficacy of SGLT2i.

KEYWORDS gene polymorphism; SGLT2i; individual differences; pharmacogenomics; pharmacokinetics; pharmacodynamics
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