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The mechanisms and clinical potential: sodium-glucose cotransporter 2 (SGLT-2)

inhibitors treating diabetic kidney disease
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Abstract: The employment of sodium-glucose cotransporter 2 (SGLT-2) inhibitors in the treatment of diabetes mellitus and diabetic
kidney disease (DKD) becomes a hot topic in recent years. Compared with traditional glucose-lowering drugs, SGLT-2 inhibitors
present distinctive advantages in renal and cardiovascular protection. The mechanisms for renal protection include attenuating glomer-
ular hyperfiltration, lowering serum uric acid, alleviating tubular lesions and regulating intrarenal renin-angiotensin-aldosterone
system (RAAS) dysfunction. In addition, the lowering blood pressure, blunting blood glucose fluctuation, increasing insulin sensitivity,
optimizing energy metabolism and body fat distribution account for the cardiovascular protective effects of SGLT-2 inhibitors. How-
ever, their potential adverse reactions and safety concerns should be carefully addressed in clinical usage.
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41 i N NADH/NAD" LL g, & Sirtl 754, 3855
Sirtl % PGCla 1 2: Z WAk /B, T b i 4 57 2E
AH SR 12215 . Bonner 25 B 3\ Jy SGLT-2 #1174
AER T B A, @i e T R o 40 (et g e
I 2R TR 43 WA SR A I S

5 SGLT-24M#5f =24
S HETNIE, IERIRE MM B IR, SGLT2 I
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P9 RAAS ThAESE, ol MR L] 3 B A
MR MEEARE. MRS &m0 =R,
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Fig. 1. The role of SGLT-2 inhibitors in diabetic kidney disease. SGLT-2: Sodium-glucose cotransporter 2; RAAS: Renin-angiotensin-
aldosterone system; GLUT2: Glucose transporter 2; GLUT9a: Type I glucose transporter 9; GLUT9b: Type II glucose transporter 9.
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