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BE: BR HIWTREEREZEET 2(CDX2) A GH-2(COX2) FEF-kB(NF-kB) Xf B 95 30 1 i 8 1 70
MM AR R, FiE W HRBE AR A A 5 R A RS S n A 30 41 1F B R 2H 21 42 f51] 15 Js o
R AL e 34 ) B 4 rf CDX2 ,COX-2 \NF-kB [ K mRNA ) 3RiA/K T, &R HEALSRERIHRZHH
rh CDX2 ,COX-2 NF-kB mRNA [ 335 B 25 FIEH B &EAZ1(P <0.05) , B4 4% COX-2 NF-kB mRNA [k
R TIETRAEHZ(P <0.05) , B4 L% CDX2 mRNA Y3235 0 F R THERIR AL (P <0.05) , BimAH
FERTR AR CDX2 ,COX-2 \NF-kB 2 [ B R IA R 0 38 TIEH B #4121 (P <0.05) , HIm414id COX-2 NF-
kB 25 PP FRE R 2 S TR S 2 (P <0.05) , B4 2 CDX2 2 1 BHPE 3R 34 28 1o AR T A A8 41 21
(P<0.05), CDX2 3Rik 5 HImIE IR/ ARG 56 (P <0.05) ,COX-2 FI NF-kB ik 5l R4 7 ALRE B2 i
I8 AR Rk B GRS AT (P <0.05) , CDX2 5 COX-2 NF-kB F3iE R M AH (P <0.05) ,COX-2 5 NF-kB £k 2 IiF
THIG(P <0.05), &5if CDX2 K5 Tl COX-2 NF-«B =ik LI 685 B m k4 KR R kB4 A ¢,
WX = E IR MO R AT TR BT T B R R R T R MRS
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Value of cognate transcription factor 2, cyclooxygenase-2 and nuclear factor-xB in predicting the
progression of gastric cancer
MENG Yong, WANG Tao
( Department of Gastroenterology ,the Central Hospital of Xianning City ,Xianning 437100, Hubei Province ,China)

Abstract: Objective To investigate the value of homologous transcription factor 2 ( CDX2) , cyclooxygenase-2 ( COX-
2) and nuclear factor-kB (NF-kB) in predicting the progression of gastric cancer and their relationships. Methods The ex-
pressions of CDX2,COX-2,NF-kB protein and mRNA in 30 cases of normal gastric mucosa tissue,34 cases of precancerous
tissue and 42 cases of gastric cancer tissue were detected by immunohistochemical method and reverse transcription-polymerase
chain reaction. Results The expressions of CDX2,COX-2 and NF-kB mRNA in gastric cancer tissue and precancerous tissue
were significantly higher than those in normal gastric mucosa tissue( P <0.05). The expressions of COX-2 and NF-kB mRNA
in gastric cancer tissue were significantly higher than those in precancerous tissue( P <0.05). The expression of CDX2 mRNA in
gastric cancer tissue was significantly lower than that in precancerous tissue (P <0.05). The expressions of CDX2,COX-2 and
NF-kB protein in gastric cancer tissue and precancerous tissue were significantly higher than those in normal gastric mucosa tis-
sue(P <0.05). The expressions of COX-2 and NF-kB protein in gastric cancer tissue were significantly higher than those in pre-
cancerous tissue( P <0.05). The expression of CDX2 protein in gastric cancer tissue was significantly lower than that in precan-
cerous tissue( P <0.05). CDX2 expression was related to clinical stage and differentiation degree of gastric cancer( P <0.05).
The expression of COX-2 and NF-kB was related to clinical stage,differentiation degree ,tumor diameter and lymph node metasta-
sis(P <0.05). CDX2 expression was negatively correlated with COX-2 and NF-kB(P <0.05). COX-2 expression was positively
correlated with NF-kB(P <0.05). Conclusions The down-regulation of CDX2 expression and the up-regulation of COX-2 and
NF-kB expression may be related to the occurrence, development ,invasion and lymph node metastasis of gastric cancer. It is help-
ful to evaluate the progress and prognosis of gastric cancer patients by analyzing the expression and relationship of them.
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H R AL R GOGE I | o S 22, W PE
o DRI, B LA RS 2R LA &
T S D g 25 PR B T 5 S A 4 B A A 7 R 2 s
KEDZRER ZHERN . Z W Bl A2 1o
Rt X A R R A G IR R AT A0 AT
WAL T HIEBG. ¥ 5K T 2 (cognate
transcription factor 2,CDX2) J&§ TR AR FFE &ILEFK
R — 51, HOW I AGIE b R R B A E A
P o IERTSOLT , CDX2 fE &% | B R
Uil FRgk . (HIT AR SCAE ST R, CDX2 A i
FHEEAE IR T RN
L% SO B S . 4 A -2 (cyclooxygenase-2,
COX-2) 78 B 4 % /1 S e 5 3 R Pl TSR T
#% K F-kB ( nuclear factor -kB, NF-kB) H G {1 JF %
A BURTVE I, E S 5 20 i R 0T 4, 0
) NF-xB Al L oL 40O 5>, 42 0 i 10 96 2 R
', HEET CDX2,C0X2 & NF-«B 76 B &
A AR S AR v VR T B A G F e 4 o AT
98 TR BT CDX2 ,COX-2 J NF-kB 7t 15 i & A= il
R R AR M HAR B O R , DU 15 i 0
WpaR IR .

1 ABSHE

1.1 —#g&ER WE201241 AFE 2013412 A
JHCTE T R BE BT N BT A B T ARTIRY T Y E R
ZUEA 106 151, 75 85 4], 2 21 9], 4 1% 18 ~78 %,
(53,62 £5.36) % M4 HEZH SUKG A 4
HH IR R SR A 30 41, e R S LR A
42 i (A BB IE A= 12 3], g Ak A 30 ), 1 JRR 4 2R
brAs 34 i, BB A IS AL R AR R EZ T
SEIRTT FSATT o bR A D AT 53 5L 10%
Hh P PR T, A B K, DR

1.2 FFIYEE  Trizol 175 & (3L Invitrogen 2y
Al , [ B A e [ (reverse transcription-poly-
merase chain reaction, RT-PCR) &5 & ( H 4% TAKA-
PA N H]) 3R 7R AR e i B 2K 35 37 5 ( Dulbecco’s
modified Eagle’s medium, DMEM ) , D-Hank's & . &
H (3 E Gibeo 24 H]) ,NF-kB p65 H v BT {4
(& Sigma 237] ) , BPTA CDX2 ffit A COX-2 H
seREHUA (AL P2 S AU EAR AR A F]) o

1.3 7k

1.3.1 BFIEAL G CDX2,COX-2 NF-kB mR-
NA RIZME K RT-PCR Il & 15 Zf I 4H 21
CDX2 ., COX-2, NF-kB mRNA % ik, &% it 4 % A
CDX2 ,COX-2 NF-«B 1) PCR #£51 )3 51 LA J 2 ke
519, N GAPDH 1E N2, 3% H] Trizol 1K

G-I RNA , F i s 55 i il X S 0, S 30 7™ A% 4
MO ) & B AE W E 17, CDX2 by 5| 4. 5'-
AGAGCGGCATGAAGAAGGAGTG-3', CDX2 T % 5l
Y. 5'-GAAATGGGAGAAGGTAGTGTCAAA-3"; COX-
2 I i Bl 9. 5-GAAGAAACCTTAAGGAGTG-3',
COX-2 Fi#B14:5 -AGGAGGTTCAAGGTCCTTC-3';
NF-kB | %8| #): 5'-GAACCTTTAATTCCGGAGTG-
3’ NF-xB F 75| 4.5 -CTTTAAACCTCCAATCCT-
TC-3', 433ILL CDX2 ,COX-2 NF-xkB mRNA #i¥f %
BT | AT RNA 858, ROV A5 Ry 42 C e
5% 30 min, 95 CA5E 2 min,55 C 15 5,72 °C 30 s LU
J 95 °C 30 s REFEAY 3, IFAEIR K Belt S ¢
HAF T, ISR O T 55 Bk Bk
{EBS Fr s a5, 118 CDX2 mRNA [ COX-2
mRNA K NF-kB mRNA A%} #ik &, CDX2,COX-
2 NF-kB mRNA #xf ik = HEERE/ WS,
1.3.2 SBALAUFFELNENBEALAH
CDX2,COX-2 & NF-kB EA KX HHALL
BYREJ5 R F D-Hank"s 328 71 9% 28 47 o %, IF A
g L7 WEREET 52.5 ¢ L7 RE
R G W, I AE 37 C gk 60 min, LA 43
f# A5, fiff CDX2 ,COX-2 Jz NF-kB & H B8 IS
B, IEFE S A /N A I 7Y DMEM 35 55 B rh 28 1
Ak FEWR S E W AT G b ug, 3% B3, IF ) D-
Hank's Y PE# 2 WK, FRIR L 5 min, 3 FIH W, 8
HUUEY) , RS EMR-AEY RS A YR
G E NF-xB K5, RAEE R WIUAEY RE
H =i A P i 1S I ZH 2R CDX2 ,COX-2
(OE 37N

1.4 HRHE kU FEPLEE S A0 m
B ( x400) i g PR ARA A 53238, BT C - ) FRTES
UM <5% ; M+ ) HEE QA 5% ~
25% ;BAME( + +) : H AU 26% ~ 50% 5 5 FH %
(+++):PHM:H O >50% ., CDX2 NF-«B L)
S A% b B B 0RO BH M 2R3k 5 COX-2 D4R
JHL 5 248 I e S A € R Ry BH PR 3R

1.5 it i SPSS 17.0 kbt 1r4eit
ST TR OB AL + ARifEZE (v £5) R 2R
¢ IS A LSD- 5 TR R AR R R, R X K
By 5 % TR R ] Spearman S5 ZRAH A 73 s P <
0.05 K2R AT L,

2 #R

2.1 FAEBHEHEL S CDX2,COX-2 & NF-«B
mRNA RiXPLEE 4RI 1. BRALSUNIE AR
AF 4 CDX2 , COX-2 \NF-kB mRNA [ % ik 3%
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TR BRI Z(P <0.05) , Bimaigirh COX-
2 NF-xB mRNA [ ik B 3 & T 9 iy m 22 41 41
(P<0.05), Hm4id CDX2 mRNA i3k I
TR AL (P <0.05)

2.2 FEBFEALAL S CDX2,COX-2 K NF-xB
FAMRAMERIELEE 4R NE 2, HimAL
AR ZH 4k CDX2 ,COX-2 NF-xB & H FHPERIE %
WEETIERBRBEHAL(P<0.05), HmaH
COX-2 \NF-kB 45 [ FHPE 35 3 B & = T8 A e 22
HZI(P<0.05), BEdi4irh CDX2 & HMEFR L
R EAR TR AR AR 4141 P <0.05) ,

XK1 AEBHFEAHL G CDX2, COX-2 ¥ NF-kB mRNA
FRIELEE
Tab. 1

and NF-kB mRNA in different gastric mucosa tissues

Comparison of the expressions of CDX2, COX-2

(x xs)
HAHH) n CDX2mRNA  COX-2 mRNA  NF-xB mRNA
E#ERMAST 30 0.012£0.004  0.018 £0.003  0.017 £0.005
FERRASAZ. 42 1.865+0.248%  1.312£0.238%  1.452+0.169°
B4 34 1.192+0.025% 1.912£0.026* 1.936 +0.018%
F 3.452 3.339 3.612
P 0.021 0.028 0.015

VE: IEH EAIRALLULEEP <0.05; SRR ELI LA P <0.05,

*2 AEBHMEAAH CDX2,COX-2 & NF-xB EHHERIE LR
Tab.2 Comparison of the expressions of CDX2,COX-2 and NF-kB protein in different gastric mucosa tissues

— . CDX2 COX-2 NF-kB
/B () -/ /B e/ RIEBIC%) -/ /B e/ (%)
FEERHEAS 30 28 2 0 0 2(6.67) 272 | 0 3(10.00) 72 1 0 3(10.00)
WSS 2 4 0 0 0 38(90.47)* 26 4 8 4 16(38.09)* 24 5 5 8 18(42.86)*
g ¥ 10 8§ 9 7 24(70.59)® 12 10 8 4 e 9 8 8 9 25(73.53)

T G BHIRALHLACP <0. 05, SR EAL LA P <0.05,
2.3 CDX2.COX-2 % NF-kB 5 B ¥Z & K is 44
BER R 3, CDX2 £k 5 BRI R
SRR (P <0.05) , 1M 5 S5 0] AR % L Jig

HAR B ICE (P >0.05) ;COX-2 il NF-B 3
B SRR AR MR B Sk A R A
K(P<0.05) 1 5B E MM AR T (P >0.05) .

%3 CDX2,COX-2 #1 NF-«xB Kz 5B EIGRFREFERNXR
Tab.3 Relationship between CDX2,COX-2,NF-kB expression and clinical pathological characteristics of gastric cancer

WRN—— CcDhX2 COX-2 NF-xB
TR A . : : : : : : .
" BIE/ ) BHEE B 52 P FAE/ B BHPE/ ] 2 P BIE/ ) BHEEB yP P
4531
5 18 5 13 7 11 5 13
0.024 0.876 0.083 0.785 0.043 0.886
4 16 5 11 5 11 4 12
iRk %
<60 22 7 15 8 14 6 16
0.001 0.902 0.080 0.809 0.069 0.796
=60 12 3 9 4 8 3 9
IR HA%/ cm
<5 20 6 14 2 18 9 11
0.075 0.845 11.051 0.000 6.412 0.000
=5 14 4 10 10 4 0 14
Iy IR E
=P 16 2 14 2 14 9 7
5.844 0.000 5.120 0.002 11.032 0.000
%40k 18 8 10 10 8 0 18
NSt
B 20 6 14 3 17 2 18
0.076 0.845 6.734 0.000 4.876 0.000
BN 14 4 10 9 5 7 7
TNM 433
3 10 1 9 8 2 6 4
|| 12 2 10 11.442 0.000 3 9 13.128 0.000 3 9 10.109 0.000
Vi 12 7 5 1 11 0 12
2.4 CDX2,COX-2h fA NF-kB g% CDX2 5 3 W
WITe

COX-2(r= -0.326,P =0.002) NF-kB(r= -0.412,
P =0.000) FiE 2 FAHK, COX2 5 NF-kB Kik 2
EA(r=0.385,P =0.000) ,

FURIT, 15 98 19 2R AL 1 AN B, (E 38 3 DA B4
BEHR EMHR AL R LN R S R n] S 8
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2P g 5 PR R T B D9 5 R T, 5 A LA 4 i
He WA T o R — RN B, T 51 R e
R E NG S R 5T B — o b, 5 H i
BRI TS AN B AR CDX2 ,COX-2 J% NF-kB
B RERRIEREVN KR, KT =517EH
S AR AR T OGRS b o ABRSE i Xt
CDX2 ,COX-2 Jz NF-«B 7£ 1 ¥ 41 21 v i) 3= 3k S AH
HRFRIAT50T, B — W 5 R i & L,
SR I IE R R, BRI R e Y R 2 S

WG R WoR, B R A2 4 4 CDX2
mRNA Fikim AR A A RA R R E S TIERE B
B2 47~ CDX2 A 5| B I & 26 B4l 21 40 i
Wt oAb A58 K BR, 8 i A2 2 21 rp CDX2
TRV ST B L, HILFR A0 b B
LU AL R EE W B 98 55 , e B CDX2 Fh K F
VT RES B &2 R R BTG, AZIZ 1
5T L& B, CDX2 BN 2878 5 B i i) kA SR G &
WY, X SRR — 8 RUFRE R BN,
CDX2 PHM: R B B MG IR 0 e R A
K, T HEWT CDX2 "] E K B 95 FUS PR 4545

COX-2 \NF-«kB 5 21 il 34 5 Je R T3 P 6 R %%
VI, 8 B R A kR i e v ke E A o AR
Filo MA 25 BEgE EoR, HIER E A4S L, B
Pl Zirh COX-2 \NF-kB kK-8 7, Hbi A
SE I PRI 3G I, LSRR TR B 0 S G5, A
AR BN, COX-2 NF-xB 7F B A2 P iy Rk K
-5 3 T AR B AL 21 g m R AR AL 4
U, # ] COX-2 NF-kB 223K 7K - %of BT 5 25 s g A2
HAEREEEM., AW RER, COX-2 & NF-xB
PR PRI B Im R 3 AU RE R R B M
LS55 RS A O, 6B COX-2 NF-kB 5 23k nf fg iff
Jiged LR R AR 28, RIS I e 15 i R B I AR A
I BHWT COX-2 [ NF-kB 3Rk W] e £s Biif B I 1Y
RHEMKE,

A SR R ST & B, COX2 Ja B TP f 2
A~ NF-kB &5 607 45, FFUESE COX-2 78 B 9 S
2 NF-xB ¥, ZHANG 251500 CDX2 s Ytk A ik
gAML 2R )5 & B, CDX2 n] fi ] NF-xB 5 5 (1) %%
JEEMFHL R ik, AR LM, CDX2 5 COX-2,
NF-kB ik K2 A&, COX-2 5 NF-kB FKikK

PR IEA I T DAHEDRT, B 9 0 & B T RE
55 CDX2 KKK T FEfE#E COX-2 [z NF-kB ik
IKF-TFH A A0 H R OE T 3X — 15 538 I 7R F L
il T B — 25T
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