-42-

%¥isak . Drug Evaluation Research %5 35% 3513 20124E2 7

T LS8 T7 #8 R 2R R B SRt

FAEN, LEWME AN
L Rt EZ RS 2%k, R 300193

F&

2. R T2y vt 5 RN E s s, R 300193

B OE TRWE IR I A AR R R, 0 TS — KA SRR 7Bl PRI 1) PR i 4 5 A d I LR IO U
LA A - b A s8R 2 (SGLT2). e B 34 Ik-1 (GLP-1D ZRIEAKAFIV (DPP-IV). IS 144
TSR (PPARD. 2R BRI IREE-1B (PTP-1B) %%, LUWIAILEE— U FORIG R B R 5%

REEIR: WEROW; HERG PR MUREERAEIR-1; AT RIS R T 2, CIKIEIKEELV; LRI ARY TR LR A R

B R LR

HhESZES: R587.1 XRRFRERD: A

XEHRS: 1674 - 6376 (2012) 01 - 0042 - 04

Advances in studies on treatment for targets of diabetes mellitus in recent years
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Abstract: The incidence of diabetes mellitus (DM) is becoming greater and study on it has become a hot topic in recent years. This
article showed the latest progress in study on the targets of DM, such as SGLT2, GLP-1, DPP-IV, PPAR, and PTP-1B, so as to provide
the reference for the further research and clinical application of drug used in treatment of DM.
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