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Research progress in non-insulin drugs used for treating type 2 diabetes

LIU Yong-gui, TIAN Hong, XIE Xue-xing, SHEN Xue-yan, CHEN Chang-qing

Center of Drug Informatics, Tianjin Institute of Pharmaceutical Research, Tianjin 300193, China

Abstract: Type 2 diabetes is a kind of chronic metabolic disorders and progressive diseases difficult to cure, which is accounting for

more than 90% of the diabetes. Currently, there are a lot of drugs for the treatment of type 2 diabetes, including the traditional drugs

such as sulfonylureas, glinides, thiazolidinediones, biguanides, and a-glucosidase inhibitor, and drugs with new mechanism developed

in recent years, such as GLP-1 receptor agonist, DDP-IV inhibitor, and SGLT2 inhibitors. This article reviewed the research and

development of the above types of drugs.
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Table 1 GLP-1 receptor agonists in late-phase of research and development
4 4 JEAIE 2 LN
albiglutide Human Genome Sciences VEM T
dulaglutide Eli Lilly I
semaglutide Novo Nordisk 111
recombinant exendin 4, Uni-Bio Uni-Bio Science Group I
liraglutide+insulin degludec Novo Nordisk I
exenatide, Intarcia Therapeutics Intarcia Therapeutics I

b4, GLP-1 2RISR AW h 2 KK,
FUIRTER, BT ER NS, WA, KN
MBI ERRIE 2. B, HFENG—HK
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7 ZRBKEPBKEE IV (dipeptidyl peptidase IV,
DPP-IV) 5
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A ETTE A, T 2006 4 10 HIZEE FDA B
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WA 7 4, 40 teneligliptin, anagliptin. trelagliptin
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Table 2 DDP-1V inhibitors in late-phase of research and development

4 4 JSEAE 2 ] LN
teneligliptin Mitsubishi Tanabe Pharma VEAM
anagliptin Sanwa Kagaku Kenkyusho VEAM
trelagliptin Takeda I
saxagliptin+dapagliflozin Bristol-Myers Squibb 111
omarigliptin Merck & Co 111
linagliptin+ pioglitazone Boehringer Ingelheim I
linagliptin+empagliflozin Boehringer Ingelheim 111
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Table 3 SGLT2 inhibitors in late-phase of research and development
2y 4 Jir A2 ] R A&
canagliflozin Mitsubishi Tanabe Pharma AT
canagliflozin+ metformin IR Johnson & Johnson R
ipragliflozin Astellas AT

canagliflozin+metformin ER, Janssen
tofogliflozin

luseogliflozin
saxagliptin+dapagliflozin
empagliflozin
empagliflozin+linagliptin

dapagliflozin+metformin

Johnson & Johnson
Hoffmann-La Roche
Taisho

Bristol-Myers Squibb
Boehringer Ingelheim
Boehringer Ingelheim

AstraZeneca

I
I
I
1
I
I
I
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YadT EEREFH 2, H E TR AR 25 K8 23 #T
KT ORISR FH i 5207815, W DPP-1V
FHFE P TERE ST . dERS BT R HIVT 4,
SGLT2 # il 77 ik #% %1 4% . canagliflozin .
empagliflozin 5§, A1 DDP-IV #iiil 551 SGLT2
TR R T 2 Al 0 5 AN S — FESUNE ) 527 761
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