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Research progress on the protective effect of SGLT-2
inhibitors on diabetic nephropathy

ZHAO Shanshan', REN Yi’, YANG Jing’

(1. The First Clinical Medical College, Shanxi Medical University, Taiyuan 030000; 2. Department of Endocrine,
The First Hospital of Shanxi Medical University, Taiyuan 030000, China)

Abstract Diabetic nephropathy (DN) is one of the serious complications of diabetes. Some patients will progress to
end-stage renal disease (ESRD), and the mortality rate is significantly higher than that of diabetics without
DN. Developed originally as glucose-lowering drugs by enhancing urinary glucose excretion, sodium-glucose
transporter 2 (SGLT-2) inhibitors also lower many other renal risk factors such as body weight, blood pressure,
albuminuria, uric acid and improve renal oxygenation, intra-renal inflammation thereby slowing the progression
of kidney function decline. Future research can explore the mechanism of SGLT-2 inhibitors’ protective effect on
kidney, and its potential in the treatment of non-diabetic kidney disease.
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