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Research progress of a new anti—diabetic agent: SGLT2 inhibitors
Xiong Xin,Long Min,Cai Leigin ,Zheng Hongting

(Department of Endocrinology ,Xingiao Hospital , Third Military Medical University)

[ Abstract]Sodium—glucose transporter 2(SGLT2) play an essential role in glucose reabsorption of renal tubules,and the new treatment

targeting this protein molecule has become one of the most potential therapeutic strategies for diabetes. Thus,SGLT2 inhibitors are

proved to be the new promising anti-diabetes agents developed for the target. Here,this review summarized the mechanism,clinical

application, efficacy and safety of SGLT2 inhibitors according to existing studies and a new perspective of the current status of SGLT2

inhibitors was also included.
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Tab.1 Efficacy of SGLT2 inhibitors monotherapy

. SGLT2iW I HbAle(% ) FPG ( mg/dl ) HFEE (kg) I JE ( mmHg )
canagliflozin™ -0.77~-1.03 -27.03~ - 34.23 ~2.50~-3.40 ~33~-50
dapagliflozin®! -0.77~-0.89 - 24.10~ - 29.60 - 2.80~-13.60 -23~-52
empagliflozin®) -0.66~—0.78 - 19.50~ — 24.50 ~226~-248 -29~-37
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