SGLT-2 I FEMAFIFINREHBTIER ST RR N

ke, FRL FRA FRE? DWRL, XRE?, B RS RRRCEUREEERERAE, 1
R OFE 2710005 2LARKFZFPE, Urrg 2500125 3.LZRE —BERFRSFAE — B EBE (LR A 06 L EEBE) 2 2%#5, Trrs 250014]

WE: 44-3) HEWF 435 % & 2(sodium-glucose co-transporter-2, SGLT-2)37 4] 7 2 — AP M & ZIR M A 9 5254, £
VB 6 ¥ ST R IR, T AB A AR BEAT R A b e ER0K, R HBMARRTHE, AR R EEAK R IT R
SR B AT R E e Fe b S KT, R MG WA H HSTR, AREWRRE, TRORRREAEHBRLE . k%
B ARmi b A, AL hik P Eem . 75 RIEE, %EHIEEF PubMed 2035 %, 428 T SGLT-2 8 dp4 7
BTt AR | AR AUR ARG AR R R EI TS R R R, Al RSB RELAE

KEEIA: BhRB; N-FABWREEEZG2HF,; RMAYT;, RRRAR

FEDES: RI6S.1 XRAARARRD: A XEHRS: 1007-7693(2020)12-1522-05

DOI: 10.13748/j.cnki.issn1007-7693.2020.12.022

SIRAARX: k&, FH, i, F. SGLT-2 @&Friph ey RMAF RS R RRE[T]. FEIREA S, 2020,
37(12): 1522-1526

Metabolic Regulation and Adverse Reactions of SGLT-2 Selective Inhibitors

ZHANG Shufang!, YIN Ying!, LI Xiaoli', LI Rui’, WU Kunrong?, Guan Ziwan?, LI Yan"(I.School of
Pharmaceutical Sciences, Shandong First Medical University & Shandong Academy of Medical Sciences, Tai’an 271000, China;
2.School of Pharmaceutical Sciences, Shandong University, Jinan 250012, China; 3.Department of Pharmacy, Shandong
Provincial Qianfoshan Hospital, the First Hospital Affiliated with Shandong First Medical University, Jinan 250014, China)

ABSTRACT: Sodium-glucose co-transporter-2 (SGLT-2) inhibitor is a kind of non insulin-dependent oral antidiabetic medicine.
Its target is the kidney. SGLT-2 inhibitors restrain renal reabsorption of glucose so that excessive glucose can be excreted from
the urine and the blood sugar is reduced. SGLT-2 inhibitors have definite efficacy on improving blood glucose and lipid level and
protecting islet cells without weight gain. The main adverse reactions of SGLT-2 inhibitors are genitourinary tract infection, and
ketoacidosis. By searching the medical databases including CNKI, Wanfang, Weipu and PubMed, the development, mechanisms,
efficacy and adverse reactions of SGLT-2 selective inhibitors in diabetes mellitus are reviewed, so as to provide reference for
clinical rational application of the medications.
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