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Abstract

AIM: To explore the relations of cagA® Helicobacter
pylori infection with the expression of cyclooxygenase-2
(COX2) in human gastric carcinogenesis.

METHODS: In situ polymerase chain reaction (PCR)
was used to detect the expression of 4 pylori cagA
gene, and immunohistochemical technique was used
to detect the expression of COX2 in 56 patients with
gastric carcinoma.



2142 ISSN 1009-3079 CN 14-1260/R

WRENBIZTE 200580983158 5135 5175

RESULTS: The rates of cagA”™ H pylori infection and
COX2 expression were 55.4% and 71.4%, respectively,
in gastric carcinoma. The level of COX2 expression
was significantly higher in the gastric carcinoma of III-
IV stage than 1 -1I stage (14/30 vs 5/26, P <0.05), and
was also higher in gastric carcinoma with lymph node
metastasis than that without lymph node metastasis
(4/19 vs 15/37, P <0.01). CagA* H pylori infection
was not correlated with TNM stage and lymph node
metastasis in gastric carcinoma (P >0.05). The level of
COX2 expression was significantly higher in cagA*
H pylori group than that in cagA™ H pylori group (15/31
vs 4/25, P <0.05).

CONCLUSION: CagA" H pylori infection is not related
with the malignant progression of gastric carcinoma,
but COX2 expression is involved in the carcinogenesis
and malignant progression of gastric carcinoma. CagA"
H pylori infection up-regulates the expression of COX2
in gastric cancer.
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polymerase chain reaction; Immunohistochemical
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BBy 4Kt 1782 AF B (Helicobacter pylori, H pylori)cagA#
B F BB A B2 (cyclooxygenase—2, COX2) FikfE
AR P VB AR A R

Fik: KRR RALR 4 B4 B (PCR)B AR R % & 4840 F
F AR M 564 B K& F KA AcagAk B A COX2%& & &k
M.

£R. BRUMLH pylori caghTARRBE F %55.4%, COX2
B BRMB P REFEAHTI A%, COX2RIARF LTIV H
BREAZEST I -THF R (14/30 vs 5/26, P<0.05) ;
AMCEHEBURNL G T RARCLEHEASL (4/19 vs 15/37,
P<0.01); H pylori cagATH k& F 5 TNM 4 Btk €, 2% 4645
ﬁ%‘é(P>().()5). COXZf{iiﬂ(-ﬂ"—/ﬁ_prlon' cagAFH'}i?ﬂE%%
FH pylori cagA T4 (15/31 vs 4/25, P<0.05) .

i H pylori cagAHA B L L BROGB IR L £,
COX2WM R AL L FHmAR AR THE. H pylori cagAf%J.
R AL LA B AL COX2H) £ A,

KE2I: CagA” H pylorilBBe; WERAE-2; FARAEEER;
FEA AR

IKEE, WERR, DAL RIE, TE, IR, BRES M asiE-2RASH
IR EcagA IR, BFHENBIZRE 2005,13(17):2141-2144
http://www.wjgnet.com/1009-3079/13/2141.asp
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TE B R AN Z R, Wl T8 B (Helicobacter
pylori, H pylori) ittt 1A 20 23 5 Frdas e 5T AL 371
h—RBUE N 1. TS cagAIERMIA pylori WK i
bR, SRR IOCR TS st H R 1 B0
PLEHE A 2. FRE & 0-2 (cyclooxygenase—2, C0X2)
5 MR R AR DM VIR R A i —, 2k
TR SEREAM MR - 2 Bh (g DR 38 5538w S AR N 4121
FRLECOX2. H pylori cagABEFERESD | 5 31K JE )
N, BB IS FCOX2MRIE LW FH B kA RIED
(1 0 FRAEAFRUT. FRATTRFH S A7 2R 45 Wi S Y. (PCR) & %
BN LA T ARK N B IR NN H pylori caghHL[N
COX2EIEIEM, BWH pylori caghBiFREH:. COX2%
IETE B R E R RS EOC R, A B IR
PEES MK .

1 #RR75E

TAMA EREFRPBE 19984 LUK F AR I BR i B 4 gUhr A
561, 2 WL AL ATk sL. A B3, Zc2541,
EWRY32-69%, FH50.8% . WKL EEITH, ToHk
ELE5E R 1901 . TNMAy ] 2 197845 il e 1) 3 [ 1 9
TN 0932, T3 114, I031560, [0 1741, VY
134.

1.2 ik

1.2.1 RAZPCRY ¥4 cagA L B B 4 &/ pylori cagh
FLOR S 17 40 o v B s 2R B A . ST
H: 5141: 5 —ATAATGCTAAATTAGACAACTTGAGCGA-3" ;5|
Y)2: 5 ~TTAGAATAATCAACAAACATCACGCCAT-3 . i ¥ A7 s
YA, ZRORIBRS . BREEWERE K4E, 0.2 mmol/L HC1
Bk, 1 mg/LEEAREKNIL, RNAEER1L, 40 ¢/LZE
S [ 52 s PCRY™BE: 7E10 uL/sK V1A R N, &
4 mmol/L MgCl,. 400 pmol/L dNTPs (Jf1/4 dUTP
HBio—11-dUTPEUAY) . 1 U Taqlf. cagAIEP 542
mg/L, MIscfEAH R, RS, SIHHEAM: 94°C
iAZPES ming 94°C 1 min, 60°C 1 min, 72°C 1 min,
35AMEH: 72°C 10 minfEfi B I: 30 g/L BSAS A
1 h, AV-AP 37°C 30 min, BCIPMINBTW&(%, K418
e, SRR BAYE. 4351 LA JEBio—-11-dUTP, JiTaql
KICTI AT BAE R BIPEXS I

1.2.2 R B F AR M R A A B R G &k A D)
Fs 10 mL/L H,0,FEEREF 15 min, 1L=E Mg 4115
min; 0L S0FBEHICOX2—HT, 37TCHEE2 h,
A FEA (11 200), 37°C 30 min; ¥ hNERAR T4
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YRR ICHIBE 2, 37°C 30 min; DABR{f; FRAZHR 22 BEERLACOX2RIA 5H pylor caghTORBIRF
FYs BKIEW . PR RS . R PBSAAE —HifE Coxo
Do ARE, DLCAITRE RN K R AL SRR e PR 0 . " -
HELOGEBE R (X400) BEMLIZ 1O FREF, BEASPLET T4 cagA” 31 6 2 8 15
1004140, HILIIME, JoFak s P M40 M £ 5% 4 ik cagA- 25 10 4 7 a

B (=), <30% M55 FHE (+) , 30-50%4 FHHE (++), >50%
A SRBH P (+++) .

B FAIR U pylori caghBIF ] H 78R
N, T KIS, COX2H S Bt kLo, AT RRAAS
5, PO. 050 2257 w3 i L.

2 BR

2A BB H pylori cagAlk B | COX2%& ik & H s &
FREAEAE H pylori cagAENTE B Al RIAE N
55.4%, COX27E B AL hRILZFENT1.4%. COX2
FKIEAPAEN-IVIAEmA R E ST 1 - 1185 E4
(P<0.05); AMBESEHBAHE T LKE L ZBA
(P<0.01), $RIRCOX2HIE /K- 15 TNM A 1 S bk L 4 e ¥
HXR. H pylori caghEFFRIEKN-E TN B Kbk 2. &5
R IEK (P>0.05) (E1).

R COX2RIAR M VRIS 5 BEIRRRIBIFIERRA

. COX2 cagA
IR RIS R AIE n

- + o+ - +
-M# 26 10 5 6 5 11 15
TNMAE I-TH 5
Mm-IVE 30 6 1 9 14" 14 16
S—— 37 7 5 10 15 19 18
s T 19 9 1 5 4 6 13

°P <0.05 vs TNM | — Il #3; °P <0.01 vs WMEBLSHRBA.

cagAJLRIBHYEAS 5 4 W AR, cagAL K 70 A T
MR oS5 M . IR RO b R 40 i 2 it (1]
1), HUPEs723380k 00 3. COX2PHMEAS 5 b A it (.
K, IR T MR A0 B R B AR, () o i 2 i SR
ik (&2).

22 BRRALCOX2RIABH pylori caghF A w) % % COX2
KIEKVAEH pylori caghMIPEA W& mTH pylori
cagh BIPE4L (P<0. 05, 2).

-
e L
i ]’ & P >
[ " .‘..,. ar
e o Gis o T8
i T : .
b ‘H‘ : i

3 * IO N

B BE4ARcagARRFRIA(FRAIPCRIE, x 400).

P <0.01 vs cagA™a.

3 e
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i W LR AR R SRR, AR B . caghdt
DIRR A s e MR, 5 9 MO AT o R o s ) .
Kuiper et al" RILILTEcaghBiikFHVE & 2400 H %
KRN 62. 0%, MIPELL 432, 0%, #5523, Parsonnet
et alBitx 14 afiFEAFEIEL pylori caghfiiki)
Tl S bE Vs, R IhcagARI MG E 5H pylori WIVEE
b, AR T 0 G B vk 0 B e (ORME LY R 2. 2) . 3kl
TE LUFE (RIBIF 7T 7 55 7% cagAJE DRI 6 98 19 28 A e e 1) 26
ik, HAETIHE E R N I B R R Y, FEUE R
JEE b e A FR 45007 . 47 cagA B R B gL 2 B R AR 1 —
AR g D B R AU AT 4, nTRES
PUR I3 K cagAB BRI L 5 R RE 40 b 3, &
O R o WA, P A B R AR, R A IR A e A
Ay T8 153 5 T 8 e S S5O S RE S b 22 Rl 4l
JOPE 7L RS A (NO) IR TS, 5 BDNAS 4
SR RS A s cagASR 11 AT BEAZZE4H i 3 79 i [
Bel-23ik, i 340 2 RIp53 588, M A8 4H i 14 A= A
T ST, B PECE R R R G R B
KAWM ? ZIFFRLE R RcaghFERAANT-IVIH, 1-11
WIEmATYERIE: A KRS RBALEE R,
H.cagAJERITE B 4121 i3k DU 53 4L 200 &, e
BEAG i AR PR B & —~ 40—~ i — 5 AU A — B
RIE, Il pylori W47 M) RS AARA, AR T4 18
K, A pylori ELLER, BCFBWH pyloridbt:,
H pylori WIBURAE BTN, WA pylori caghwiPk
SR B B R RGO

VFZ A0 W7~ COX2AE B i i A8 A s 2 4 Rk
Wb Lim et aZ™ W EEAILURA10441, K ILT0. 2%

B2 BEELRCOX2EBRIASPIA x 400).
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(1993 4147 COX2 B 11 1A iRy 28 1T 1E IS4 A COX2 8 [
Tk, LW et al' X ABLIZ I I T ARIE SEI 3641
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B 260 9 A 72, 2% (13/18) o 77.8% (14/18) A
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R T 4 B 142 28 1 S5 1T A 4 B0 FR (2 9 4 .

cagA TR RS J2 COX23R 1 1 & 16 B i A8 vh (1) VE FH &
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caghBE MRIER YL e L IFCOX2HIFRIL. caghRI MR YL v] B i
A FCOX2 M RIAAE B IR AR EAE . cagh itk
P FCOX2RIA T A I 5 | B R S Pk i . b R 40 g
B HBCE R R 7 K RAREA TR CH G, A2 Bk
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