2023 4E 8 H o ] bl A PR 2 2k August, 2023
%338 Hei CHINESE JOURNAL OF COMPARATIVE MEDICINE Vol. 33 No. 8

2R, P ST A, UGG, . AN - AR B LR 2 T 2 A (SGLT2— 350 ) X R B AL G P gT gk (1], b gk e
FIRi, 2023, 33(8): 127-132.

Li M, Pang LX, Ma QQ, et al. Review on the mechanism and treatment of diabetes mellitus with a sodium/glucose cotransporter 2
inhibitor [ J]. Chin J Comp Med, 2023, 33(8) . 127-132.

doi: 10.3969/].issn.1671-7856. 2023. 08. 017

- R s 2 IS IU(SGLTZ—TFD%U??'J)N
W DR 9 B L] AR 97 A 53 25 iR

& WY EaF" LEE ERPE AR, F
(1LNZE RIS A I T A2 N5 3BT 028000;2. 0955 i RG22 E 240 , M52 5817 028000)

[HZE] W PRI 2 A BRI L O ) — B ABEAC 35000 B2 e . KOs b & S 808 00 A
ZHELZMESE RS TERE N -F A B2 8 A 2 (sodium glucose transporter 2 inhibitors , SGLT?2 ) 3l 771 J& — Rl Hr
RIRIRERE 25 , T R DA —FIAAS T 192 5 22 430 37 A AL R B AR MR KO o L2 25 0 LA B B /NAE T 6 S 4
PRBEE T SR A AR 1 SGLIT-2 SR Wi IR B I , HE 1 22 4 i 4 28 i 1 7 X, e 10 Y010 B8 v F A A R/ P R R, e Ab,
SGLT2—- MG AAL AT LUASFHE PRI , 7 I3 o] FH T-I057 oWl PR 5 A .00 1L 5 0 R0 8 1l P A5 . IRt
~ A AR IS R 11 2 (SGLT2) M50 20 boms AT e rh VR I AL B BEA T 500

(R WEARR ; —BUBE RN ; - A W s S e 2 el 5) s A P AL

(FESES] R-33 [XEARIRB] A [XEHS] 1671-7856 (2023) 08-0127-06

Review on the mechanism and treatment of diabetes mellitus with
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[ Abstract]  Diabetes is a chronic disease with glucose metabolism disorder. Long term hyperglycemia leads to
chronic damage of the kidneys, heart, blood vessels, nerves, and other organs. Sodium/glucose cotransporter 2 ( SGLT2)
inhibitors are a new type of hypoglycemic drug that reduces the blood glucose level by a new mechanism independent of
insulin secretion. Such drugs reduce the renal glucose threshold by inhibiting SGLT2, which is responsible for reabsorption
of glucose in urine in the renal tubules of the kidney, and expelling excess glucose, thereby reducing the glucose level in

blood circulation. Additionally, SGLT2 inhibitors not only treat diabetes, but can also be used to treat cardiovascular,
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renal, hypertension, and other diseases caused by diabetes. This article reviews the role and mechanism of SGLT2

inhibitors in diabetes and its complications.

[ Keywords] diabetes; type 2 diabetes; sodium/glucose cotransporter 2 inhibitor; mechanism of action
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