WREARILEL®

wcjd@wijgnet.com

49

UL A M AYRS 20105F6528H; 18(18): 1919-1922
ISSN 1009-3079 CN 14-1260/R

k47

78]

i# REVIEW

B, HRE, R 8

SE-25 R ERBR XTI R TR

S, 28, LEREBRXFHRES -ARERELAF £
T 200080

SHRE, LT H T ARERBERAF LT 200072

& R MO SIEBIME S 2IRESAR, BIREER.
WIS 4REL, EEENT, 200080, HEM, HEANEASZNE
E—AREBTHELARL zhengxu19721973@yahoo.com.cn
IWFBEHA: 2010-01-14 {B@BHA: 2010-05-10

#BZHEA: 2010-05-25 FEZBhREER: 2010-06-28

Advances in understanding
the role of cyclooxygenase-2
in the pathogenesis of acute
pancreatitis

Li-Mei Bu, Mao-Chun Tang, Min Xu

Li-Mei Bu, Min Xu, Department of Gastroenterology,
Shanghai First People’s Hospital, Shanghai Jiao Tong Uni-
versity, Shanghai 200080, China

Mao-Chun Tang, Shanghai Tenth People’s Hospital,
Shanghai 200072, China

Correspondence to: Min Xu, Department of Gastroenter-
ology, Shanghai First People’s Hospital, Shanghai Jiao Tong
University, Shanghai 200080,

China. zhengxul9721973@yahoo.com.cn

Received: 2010-01-14 Revised: 2010-05-10

Accepted: 2010-05-25 Published online: 2010-06-28

Abstract

Activation and release of digestive enzymes and
pancreatic microcirculatory disturbance are ini-
tiators of acute pancreatitis. The expression of
cyclooxygenase-2 (COX-2) has been detected in
inflammatory response induced by many stimu-
lating factors. COX-2 can promote the develop-
ment of early inflammation and induce pancre-
atic microcirculatory disturbance.

Key Words: Cyclooxygenase-2; Acute pancreatitis;
Digestive enzyme

Bu LM, Tang MC, Xu M. Advances in understanding
the role of cyclooxygenase-2 in the pathogenesis of acute
pancreatitis. Shijie Huaren Xiaohua Zazhi 2010; 18(18):
1919-1922

i 2
%%kgé%%%&%ﬁ e e B AR 1
FAALEMRMB K OB EEZ—. F

www.wjgnet.com

% R BRFF 500 KE R ¥ A KA
-2(cyclooxygenase-2, COX-2)# & iA. COX-2
T AR T K JE 0 K e i BRI AR
IR[EAT

XEEE: R AE-2; SRR THILEE

FE, 2RE, R M- 2SRIERIRIATERE. B
UL ) EIZYE 2010; 18(18): 1919-1922
http://www.wjgnet.com/1009-3079/18/1919.asp

0 51
AMEBIR K (acute pancreatitis, AP)J&—FH L
MR EE, R R AT R . APEEE T
ORI “CURATREGBE RN, AT IR it
0 A1V A O 3 RSV A T 1 A 4
FEUR AN A G RGN RAE RN, A A
-2(cyclooxygenase-2, COX-2){EAPH) FIE Jx W
A4 LR

1 COX-2
1.1 COXH— i 0 DUIRIR 2 5 B 41 i
#(prostaglandin, PG)[f) =2 HI&. PGIMA ity
1534 WG ALK AE A VR IR, A6 DY A 1R
WA E A (cyclooxygenase, COX)ITI 51 R 25
£y Hil-2(prostaglandin synthetase-2, PGHS)¥
& - PGH,, 1 HoAhRy A PE 5 i PGH,
HAb A EYEVERI 2K PGD, PGE,.
PGF,fIPGLEIMFE FEA,; 5 )n = A &K=
YiE L 2 AR 2, e A, WS GHER TR
PRI 91 R 3% 52 A A 2 AR AH AR R, AT R 4%
A= PR BEAE .

COX-22& A VIR IR AR & ey 71 I 3R il
P R OGN, IR R 2R, HICOX-1
MCOX-2. HAyr 1S5 M FIAEAR N I 73 AT AT T A
A, IR A P ZER, 25 T AREBEAE
PERLRE, WIS . RAE. T R
Alzheimer’p M1 2 Bl IR (K1 5 7E. IEAE, COXAE N
Ak AR PR 25 1) = ZERE O3 1 A3 B ORI 22 11
I

¥4 %k #
COX-2# N =
K gE T B Y- BT
K IE BT W, B
A7 xF H A e R
R AIC I O AN
K. %
o LM KR
FHIAER T R
%, 423 L £ AP
Wl i 2 AR R P
St V.

W@ T F A
HR, TAEEIT,
T E B A



1920

ISSN 1009-3079 CN 14-1260/R

BRENBHRE

2010E6828H 25188  2518H

W4T B A
COX/E 4 4k § 4k
ER RO S
o F AL B MR
ML RIE.

1.2 COX-284 & 4y 4
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