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Abstract

Cyclooxygenase-2 (COX-2) is highly expressed
in pancreatic cancer and closely related to the
occurrence, development, differentiation, metas-
tasis and prognosis of this malignancy. Selective
COX-2 inhibitors have anti-tumor effects both
in vivo and in vitro. In this paper we review the
recent progress in research on the molecular
characteristics of COX-2, the relationship be-
tween COX-2 and pancreatic cancer, and the use
of selective COX-2 inhibitors for the treatment of
pancreatic cancer.
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4k g I A4 22 A2(thromboxane A2, TXA2)FIH]
51 1 % (prostaglandin, PG)iL 4 HH 1) Bl g, & —
PRI 45 45 B (1. Cox 1224 Cox-1H1Cox-2
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Cox-2 mRNARIAIKFLLAR AR IR 41 20 =
15601, Cox-28 FA7EPCAIZ1041 4 91 ] LA
il ok, BRI bR, JFE
St i Cox-2n] BE /2 P VA PCHI FE 2L 1. Molina
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PSR ZUAH G, IbJE, IR Z WA AR SE T Cox-2
AEPCH ERIEY B 2 TR IA SR IE
(R I AN fu B, WIMIA PaCa-2. AsPC-1.

2.3 Cox-25 Mg & A A= B % WHHTR W] Cox-2
EPCHIRAE . KRBT R A EEMIEH, #2
NCox-2 1] GBS M7 VA PCAEL I HHE i, (HILHARHL
HIN ARG, Crowel 122598 B, Cox-27E T
A B MR b 5 IR E AR (pancreatic intraepithelial
neoplasia, PanIN)FIPCA1ZR 1 KA T =1, FEN-TF
T X% [N-nitrosobis-(2-oxopropyl)amine, BOP]
7521 WP ORI R I Cox-2 K IE Tt i B
Jidgg A2 A i 3N B . Hermanova25 P 9T & R,
Cox-27EPanINH & IL < 52.9%, T#EPCH
IERIEH 90%, Cox-23RIE HPCHIZT TR,
AR MR I R AR R Rk R b 5 P53 E PIAH K.
HillZPIF 5 R ILCox-2 (R IA (L T el G4
% (pancreatic ductal adenocarcinoma, PDAC){E
K-rasHEPRI /N B SR AR FUR g, FEHL 2
Cox-2it i PI3K/AKtIH ¥ (130, 35k, PDACH
AR Cox-2# FK BPS £ ik % /> FIGR P78
FISHE AR FHAKE . $oRit
Cox-21¥AY7 1] LUEZEPD AC K &, {H A Z0 v i
M I Ak AT A I A i 245

2.4 Cox-25 MR &4 0 TG Cox-2M#Kik
5P CHEHE NP5 & A KIE A4+, Mat-

AT B A 5

ZE 4 S #EHCox-
bR IRE R
J& tm RO 3G 3 Fe i
54\ 8 A T 69 HL
B R A T AN
iR, A& EAT®
—F XKL LA
o T3 FH L
Cox-2 47 4 7 1
A ERB G T R
T 05 AR 64 7 &5t
Cox-2 M M &k
HAKEK A HPCE
F AT B I7 7 X
3k 5] B 5k A& 2R A1
Bt — 2 BF 5 g

2013-05-28 | Volume 21 | Issue 15 |



1396

ISSN 1009-3079 (print) ISSN 2219-2859 (online)

HFRAENHILZYE 20135658288 5215 5155

Wi £ B8
Lipton¥ A $ %
foE . B EH
B ERE AR
B IT2146 k&
BT BRREF R
Wk WPCE X,
%R T R80%M
EXABEET —F,
20%09 B & K E
T2, PLEA
HH18 mo, BF
HEBRERS
THERRRRE
B3

(49

TEE
Jaishideng®

subayashiZ5™ 5t 2996117 i+ — & U s A 1)
B P C i F #E T Kaplan-Meier 420 M1 &
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PEAN SO Cox-2 R4, 177 5 ke 9 T 1Y I8
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(RPC A ] e AAE BRI, o] fif poX — ] 8, 3k
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3.3 ) I 5 4m M43 A Ae kA A AL T (extra-
cellular matrix, ECM) 2 41 Jifd A= A7 1 55 28 P B4 855,
JE M IR A A5 28 R A % Ik R v b 0 v il 1) 2R
PRBERE, K504 )@ 2% (1l (matrix metalloprotein-
ases, MMPs) & [ ARECM g T2 (M FESS, (et
iR 42 B R R 5T R Cox-2 IR T
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FE, NS398u[ {fiMMP-9%i% NI, W5tk
W AL E A 7] FIVEGF&E 1. MMP-2mRNA
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A2BIMEIIPC L, 45 RRWIIRIRSZ 25 4% (clinical
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