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Research progress of sodium-glucose co-transporter 2
inhibitors in the treatment of type 2 diabetes mellitus with
non-alcoholic fatty liver

QIN Yu, XIAO Xinhua
(Department of Endocrinology, First Affiliated Hospital of University of South China, Hengyang Hunan 421001, China)

Abstract With the incidence of obesity and type 2 diabetes mellitus (T2DM) increasing dramatically worldwide, about
70% of obese diabetics combined with non-alcoholic fatty liver disease (NAFLD) and even as many as 30%—-40%
combined with non-alcoholic steatohepatitis (NASH). At present, T2DM with NAFLD has become one of the
global health concerns. Even so, in recent years, a great deal of researches on sodium-glucose co-transporter 2
(SGLT2) inhibitors have shown that they have remarkable effect of lowering blood sugar, also, the incidence of
adverse events related to liver has significantly reduced, thus providing new ideas for the treatment of NAFLD.
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