L L S LI A
wcjd@wijgnet.com

(44

TR
J3aishideng®

HHRAE A L2V 20105510592853; 18(30): 3215-3219
ISSN 1009-3079 (print) ISSN 2219-2859 (online)

L #k 458 REVIEW

DPP-4i&IF 5 % i1 i7 9%

By, & W, EER, B LR

By, £,
400016
EER, B, TAES T LA £RT 400061

fEE RS BTSSR, BER. SNFHNETER.
BRMEE: E5, UH, 400016, EBKH, ERERNARFLIRFH
2. zhidong073@hotmail.com

WFBEHEA: 2010-07-25 BOEHER: 2010-09-19

BZHE: 2010-09-27 AL HMREE: 2010-10-28

TREMRFHFRALHME TRT

DPP-4 inhibitors and
inflammatory bowel disease

Nai-Shi Jin, Zhi Dong, Jie-Min Fu, Fan-Xin Zeng

Nai-Shi Jin, Zhi Dong, Department of Pharmacology,
Chongqing Medical University, Chongqing 400016, China
Jie-Min Fu, Fan-Xin Zeng, Chongqing Pharmaceutical Re-
search Institute, Chongqing 400061, China
Correspondence to: Professor Zhi Dong, Department of
Pharmacology, Chongqing Medical University, Chongqing
400016, China. zhidong073@hotmail.com

Received: 2010-07-25 Revised: 2010-09-19

Accepted: 2010-09-27 Published online: 2010-10-28

Abstract

Inflammatory bowel disease (IBD) is a chronic,
debilitating disease associated with severe dam-
age to the intestinal mucosa whose etiology is
still unknown. The two most common forms
of IBD are ulcerative colitis (UC) and Crohn’s
disease (CD). DPP-4 inhibitors are a new class
of agents developed for treatment of diabetes.
However, recent studies have indicated that
DPP-4 inhibitors have therapeutic effects against
IBD in animal models. This may provide a new
avenue to cure IBD.
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HAT A0S PE (G LP-2J8 B 7%, W

2 | e i R & g Ve g T P LAt R o . A
SNIR IR FUR AR Y (R B R B, I e AF
Ak RN %4 5% /I8 i 2 (short chain fatty acids, SCFA),
T KA A W AR 5 % GLP-2 1) 20 s B AT AR 5 )
LA FHET, e B 5 LT B A AR
GLP-2[1) 43 ] e 52 2 RIS 25 5% ), 4%
CUHORUIR, TN A R, — T T
RUBE R VR T I XU S 25 P fie % 38 NG L P-11)
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