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WE: 86 HiTCOX-2.pS3 M VEGF A X EHMBKFEBFTZEMER, UK COX-2 5 ps3 M
VEGF RIAMKR. 7k TR 84 Fl, R AKEA L Power vision Fi 35 48 M COX ~2.p53 . VEGF ZEFBH 1Y
BRI HIGREL, #% OBEBALAT COX-2MAMEREEN 66.7%(56/84) ,H COX -2 HRE5H
HRDKEEREE BEEEEAFBRREYHL(P<0.0550.01), QEWRAP ps3,.VEGF B ¥R X
o BIR 59.5% (50/84) F1 61.9% (52/84) , B E SMHA K/ KEBLEEB BREER HLBEMBEERY
EX(P>0.05), QCOX -2 B BAN ps3 AR (67.86% ,38/56) B EH T COX - 2 FAHEE (42.86% ,12/28) ;
VEGF FiA %7 COX - 2 FHEH 5 75.00% (42/56) , 7 COX - 2 BAHEH 5 35.71% (10/28) ,BIEHB B THEE. p53.
VEGF 5 COX-2 Z LB RBEFEMHE(P<0.05), £ COX-2HWEXSEMHELE BLEKXNBELEER
BB AREB DML, IERHEERTR NI —:C0X-2%% 5 pS3.VECFZAIFEHABMMENE ]
MM ARE L EYN,

XRA-BAFEEH-2:p53 MEARAKEF KA BRT, REASAE LA

FESEER735.2  XWIRIAM A XK S 1000 - 2065(2004)06 - 0498 - 04

Cyclooxygenase — 2 expression correlates with p53 protein
and VEGF in gastric carcinoma
FEI Su ~ juan,ZHU Zu - an, LIU Ying, et al
(Department of Gastroenterology, Affiliated Hospital of Xuzhou Medical College, Xuzhou, Jiangsu 221002, China)

Abstract: Objective To investigate the relationship between cyclooxygenase ~ 2 {COX ~ 2) expression and pS53 protein
and vascular endothelial growth factor (VEGF) in gastric carcinoma, and to study the significance of them. Methods The ex-
pressions of COX - 2, p33 protein and VEGF in gastric carcinoma were examined by immunohistochemical method in 84 surgical
specimens . Their correlations were further analyzed in connection with the tumor characteristics. Results (O COX - 2 protein
was expressed in 56 of the 84 gastric cancers (74% ) . The COX — 2 expression was found to be significanlly correlated with tu-
mor size, lymph node metastasis, depth of invasion and Lauren’s type (P < 0.05 or 0.01) .@ The positive rates of p53 and
VEGF expression in gastric carcinoma were 59.5% (50/84) and 61.9% (52/84), respectively. They were not related to the
pathologic characteristics of tumor ( P >0.05) . The positive rate of p53 in COX - 2( + ) tumors was 67.86% (38/56) ,sig-
nificantly higher than that in COX - 2( - ) tumors (42.86% orl2/28, P <0.05). The positive rate of VEGF was 75.00%
(42/56)in COX - 2( + ) tumors, but only 35.71% (10/28)in COX - 2( - ) tumors. COX — 2 expression was correlated with
both p53 and VEGF expressions (P < 0.05). Conclusions (D Overexpression of COX — 2 may serve as a prognostic factor to
indicate the biological behavior and prognosis of gastric carcinoma.@Our work provides evidence linking COX ~ 2 with p53 and
VEGF in gastric carcinogenesis, but the mechanism how they interact to promote the neoplasm remains 1o be elucidated.
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ALy B T B 4 4 COX - 2.p53 Fl VEGF i
Fik, it COX - 2.p53 Fl VEGF K E x5 B Bk K
FREAIEZ B B X R LK COX - 2 5 p53 il VEGF
RIEMHXR

1 #RMAE

1.1 #FRs& B 2001 4E & 2004 4F 8] I IR %
BB FARYIER B EInE 84 B, B 1 61 B, Lt
23 Bil s 4E 8% 31 ~77 2,19 57.5 s H A 56 BIA M
BB, BFA AERGIARRTKEZ S BOT R4
T oK E S RERRA MRS EE.
RAEAEREE,2Z4 h HRM . AEEE. E%4
pm BEYI R RARM - R B,

1.2 &EH COX-2ATREHIA.pS3 Bk
Pk . VEGF .75 & 11K B Power vision iR E
%19 % Santa Cruz A8 = . WAILLEFEZEMNE
FRAF .

1.3 #aFx SRBERPEAFLHERER W
HMEE 4 m BEABY R . RASZEA Power vi-
sion P 2 B2 BI#4T COX - 2 .p53. VEGF f R4
e, BESREEANEEABHTT, LS HHE
PR U Rt BB, UL PBS RE—BIEN T B
MR, MEBERRARERBEE.

1.4 #RHE COX-2 Kk VEGF LA T I 8%
REARFESFREIHERN,pS3 EH LAHHRE
Pefo big HERFIERENHEEAE. TESHY
ASARMEUEFRELERMARYE D E, <
10% F1E HBAE(-), =10% ¥ FHEEC+),

1.5 SitF&® FAKKE Stata 8.0 T HMA4AL
B,RXAY BB, P<0.05s hERABRBEHEE L,

2 04 B
2.1 COX-24ZX LB RBBARERLTZRANER

COX -2 FHHERBFENMAMEEC(E 1), 84
EE A A ,56 il COX -2 FixMHME, HEENR
66.7% .COX -2 S HBIERBEBRFAEN LR LE Lo

e i .
1 BIEo{LEE coX -2 BREEREE
(Power vision™ Bt 8, , x 400)

2.2 pS3fe VEGFAZX 5B BB ARER F X6
*% HEAH pS3REHEEN 59.5% (5084,
B2), pS3 A RESBER/DM KHELEHBE . BH
BESLUBERFREASMEHABHEXEGE 1),
84 B B ra< A 52 # VEGF J & fHHE(E 3),H
T2 K 61.9% , B VEGF B K& 58 AL K/
BEEE BHERE . AU EERFESBILX(P
>0.05)(F 1),

®£1 BRALSP COX-2.p3.VECFHEXSHEARBEHENXR(HIH(%))]

I R B & n COX-2(+)(%) P53(+ ) (%) P VEGF( + ){(%) P

MEER >5 cm 43 34(79.07) 0.014 29(67.44)  0.130 29(67.44)  0.285
<5 cm 41 22(53.66) 21(51.22) 23(56.10)

WEEHE M 56 43(76.79) 0.005 33(58.93)  0.875 37(66.07)  0.266
Bt 28 13(46.43) 17(60.71) 15(53.57)

BRRE Tl + T2 36 17(47.22) 0.008 18(50.00)  0.401 21(58.33)  0.520
T3 + T4 48 39(81.25) 32(66.67) 31(64.58)

SCRE - n!d 7 5(71.43) 0.109 4(57.14)  0.852 4(57.14)  0.961
44k 27 22(81.48) 15(55.56) 17(62.96)
{&4r1k 50 29(58.00) 31(62.00) 31(62.00)

RHESR B 34 27(79.41) 0.041 19(55.88)  0.575 21(61.76)  0.983
HR@R 50 29(58.00) 31(62.00) 31(62.00)
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2.3 HBELK TP COX-24%kik5 p53.VEGF Z i #
%% COX-2REMMEMNEBAAD ps3 HER
2 67.86% (38/56) , COX -2 FikFHE#H pS3 PHAE
$42.86%(12/28) ,COX -2 Fl pS3 MR EEEEK
FEME,P<0.05(%2) . VEGF FHE&RIXHEE COX
-2 MR ERAS R 75.00% (42/56) ,7E COX -
2PRMER N 35.71%(10/28) , R EAB K TIRE(P
<0.05),

£2 HEBAMNAP COX-2MFE5 P53 R VEGF ZRIMXR(HI(%))

#F B P53(+)(%) Ps3(-)(%) VEGF( +)(%)  VEGF(-)(%)
COX-2(+) 38(67.86) 18(32.14) 42(75.00) 14(25.00)
CcoX-2(-) 12(42.86) 16(57.14) 10(35.71) 18(64.29)
BHE 50 52 32
¥ =4.8424 P =0.028 y' =12.2163 P=0

3 it #®

COX-2 BRASEE, EAKKSHEFHR
hARERS,FARAF . EKEF. BERKEWRE
FengTEA A, 25HENREMERY,
EAENHREN,COX -2 EFZHBHARPHFED
ERK, MK B IR %, KA Lee
AW, EHASAFHA COX -2 EASERE, HH
WRIERN64.2%. FXBEMAR T COX-2F&
H N 66.7% ,5 CERIREHE.

B 28, COX - 2 RIS MR B & 24
*,MEEMENBHE . FEIRTORE —EHE
H. Fujita B RE, S EBHE COX-2 KEKTFE
MEANERBEBREEEUMHX KPHEER
>6cm#H COX -2 REKFEERFRTHER <6 cem
% BEHEEN T EN COX-2 KX KTPRER
FR.RMTIREEE, AIBRKMEFERSE
COX-2WBMmMERK., AHRKRY, B >S5 em
MEBHSAN COX-2 REKFBERTEML <5
em BEHMFEIL(P<0.05), BRABAKNE B =LK
ZEM COX -2 RAFIBRR, EFBHAANE K
BHM,COX -2 EHAHREERBERARPHRE
EHREHTARRKCERBE, UHEBEHAAT
COX -2 T BRKTLUEHBRKOERER BB
EFEAR, ZERSEICRBE -,

COX -2 MHEBATRRSBENARRESR
3, Saukkonen Z'VViR3H ,7E 67 BB iR A, B
ER(F4r4)CoX -2 KM K 58.14% (25/43),
TR & % B 98 (K2 4k) COX -2 B RN

5.56%(1/18) . Tsuji Z" i, EXFASLBE N
BEMAEETS COX -2 XREAMNREFEAEZR KT
MKN28 40 }fd ( ED 7k 40 B 3% 98 ) & #1 KATO - [ 48 A
(BT RE) & COX - 2 HIFE BB IR, T MKN4S
AR(CBERRE) RURBNESF. FHRER
B, BEEM COX-2REE(79.41%)BER TR
BRERH(58.00%,P <0.05),#7 COX -2 AT gES
5% MM E L.

AEXBERER, BHALFT PS3BEAHER
H459.5%, MICERIRIE A 40% ~ 60% KX F A —
B BRI HNEESHTERENREMKRE
SR, AHEEY AN, EAMNEETES
COX -2 FyFik LA RABMAFIRE, BB A
A, HiL Shun &Sl PS3 BB ERME
PRHEBAS S COX -2 HdRERN 47% (16/
34), T PS3BMEARCEFHHMEE COX -2 KT &RZE
ENH19% (6/31),C0X -2 M FEE5 PS3EH
BREEFEMEX(P=0.035), FZARHF,C0X -2
PHYE B R p53 MIKRIAH(67.86% ,38/56) BER
FCOX -2 BHHE(42.86%,12/28), BRAL +
COX-2 5 ps3 MEXREDEMEME, 5 LREGRM
—B, #W COX-2F[RER pS3 BEARTES5HE
EEMEENR,

EER,COX-2 5N ELEBRMXREZE
M, MENENERZFEOEEREFSHHEA
FHEY,VECGF RE MM BBA NN LB E A
FUO A HESE COX - 2 A 4 i VEGF %%
FiE, W% coX -2 MR #P | VEGF M &ik, &Sk
KR, #E g COX - 2 K CaCo - 2 4 I 75 40 S
VEGF B Bl R F R i 4 MU bR 3E I 4 ~ 8 £%, T
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COX -2 ¥4I 3 7] { VEGF Ry Bk E BRI A 7,
Masferrer %[w])ﬁﬁﬁ bFGF M &M A RRA B, R
J& 43 B 45 F 2 1 COX - 2 W4 #) SC - 236 .COX -

1 M SC - 560 K dE i £ #1057 vsl BR 35 3¢ 4b

B, EE M E A BB, S5 R SC - 236 4 ISR E ¥

A I A BB 2R, T SC - 560 A A9 L E A

BARZEM, W COX -2 AR#H 4 B KA

e, &ABFFEF,COX -2 RiAPHMER B ¥ VEGF &

BELHAMNAEAHEERE(P<0.05),C0X-25

VEGF XX E B FIEMRK(P<0.01) . HULHEM,

COX-2MEE@3iES VEGF £ LS 5B EM

FH R, M VEGF ATRER COX -2 B 5 B M B4 M

MEZEMN R, BATIAR,COX -2 X M M & & A

BEEAUTIJLAATRERMILE . © L VEGF &K iE;

QiBFRIBL bel -2 MMH MENE A ET ;O

REEHE P RRTF] IR E (PGE, ) 7K F W 8L 4 2 4

MaEH. AK, BROEER. BHYMIHES R

H—EHR.

GLEIR BREAEPHFEAE COX - 2.p53 M
VEGF B %Kik, COX-2 WRBSHEMEA B
MR KRB SEBMEREEEREHEX, TER
FIT B BBUE MR Z—;C0X -2 5 p5S3 Z B FF1E
BRI H, R COX -2 TRER pS3 HHE R
RHEBRERRBRYN T Z—;C0X -2 5 VEGF &
BEREFFEMHX,COX-2 RABREBN . HBHNE
Bz —alfe Rt Ll VEGF EXE MRS R mE
. RMi#E—FHEAHR COX-2FEXEE5EEXR
HORBRIRER,ATAGKRIFRER TR RE R E
W
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