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Abstract

Colonic polyp is one of the common colon diseases, including adenomatous polyp. It is considered
to be before-cancer state of colon cancer. The relationship between Helicobacter pylori (Hp) infec-
tion and colon polyps has been concerned by researchers, and some researchers have reported that
Hp infection may increase the incidence of colon polyps and colon cancer, but there are also scho-
lars who do not support this view, that Hp infection is not associated with the incidence of colon
polyps and colon cancer. The mechanism of Hp infection may lead to colon polyps and even colon
cancer is mainly related to gastrin and cyclooxygenase-2. Whether we can reduce the incidence of
colonic polyps and colon cancer by inhibiting gastrin level and eradicating Hp, and provide a basis
for the prevention and treatment of colonic polyps and colon cancer remains to be further studied.
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EMERARENANEMERZ —, HPRBEEERNBEIAIREHENEITRES, WITBTFE
(Helicobacter pylori, Hp)B&H$: 5 457 B IR RBRWH I B oo, A A EIREHp/R Y] R 3
gk B RMEHERNRRE, EHEEERFFX WA, WAHpRAEEHER . SHENRER
FHRE. HpRETESFBEMERAEZEHBHNIH FTEREBWMERA A EE-2 (cyclooxyge-
nase-2, COX-2)F XK. RATRABETIH BWRAKFERBEHPRBAD E B RREMENIRER, A
SR SRR RpRREKE, MAERTRNARR.
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1. 5|8

S JE TR SRR T R JRBRYE SRR A N BRI AR 1], S5 2 AR W WK ZS i 2
— e BRI S AN Dy e R RS o 45 EL e 9t S v A R K — b B R v B AR
AT AT TG IR St IR 38, 5 L e ) i A 2R R DL T vy SR R A R 3 (2] B S RS
I SRR 45 M S IR R AR, 9507 55 NIRRT AT 5% ) 8 AR IR AR AEIR (3] 4 i S AL
RAFREBARTEDL4] [5] (WAREEZRAAE PR RAERIB. BRF R DL R HTE B . [EASE) R AR [6]
S MR RN EAE AR, HOR AU B AT MR AR B8 da JRBEAT B Hp U545 B RIC A
MDHRIE, TR, Hp A5 B AR EFFERSHE 172 0E . A0 Hp B85 45 2 A A IR
REAT I TR

2. Hp B9 &4l

Hp (Helicobacter pylori, Hp)/2fE 1982 4 4 H f A F T 34 Marshall F1 Warren M—/ME 3% 2 P4
B B BRI SRR AR T BT B IR A 4 B R —Fh 5 S TR IR 25 il I 2= IV AT 14 . Hp 2 5RR A
ZIRPIVEFFE, 9629 0.5 mm, K22 mm, —¥inlffH 2~6 KA, HWERKA VR 1~1.5 f5.
Hp MR EZMHCNEE, AEHAREAN 15%, IREMELCREKBIZR “Aa” RIAEE RIS T
Ao Hp IR RIEG A 1 A8, CagA. VacA PURRIN PHMEEEZE —FAHPHTE; 11 B4R
FEEER, CagA. VacA FiikBItE[7].

3. Hp BEE54 5 2 RREX M

KT+ Hp BS54 BRI R A E N AMIEHSHRIE, il JLERF RS AR EiRE
Hp YL 1025 i S5, A RN 5 988 1 %96 XU [8] 9] [10], EHA AR — W Al ERELE[11], % 100
Bl 4 S AR 150 Bilxf BZEIEATRE 72, s ERTRL AT Hp MIE% 0 M, Sgut¥aMiEn, 4
SR Hp PHM: R IR, ZAE G4 X Hp MG Mo AR %5, W2 Hp A
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[F) 8 1 Ak 5 45 i BRI R AR TE 5% (I S ZE 26 [ 120 S B, St IRAAAMILL, B 2 BR&E it S A
% RS o R 1R IS R SR B TR &5 P B 1 S TN Hp BRI SR = 3 G it 0, TR T HEW Hp J& e m)
RS B S5 Ar e — Mk . [ NP 13 1% 240 45756 25 4T Hp BRYUSIIR DL, 45l
S RIZH Hp I e i5ont R 35 1 vy, 4R Hp nl g R 45 SR AE M GRIN R . I HibiE RI %2 K
BN Hp B, ERASRIMER . BATIT[14)3R 45 MR S 4L Hp BAH: 8500 f 21 &2
FLER, BEitEE L. BWRERM[15], 48 RS AR Hp BRYLH BH TR m T gL,
SRR EZE T4 pedl, JtH Hp FHMEE R B /KFRES T Hp B EE B Rk H
WA, Siddheshwar Z5[16 ] 78 S 25 g R e S R N LIS Hp AT 28 550 FEAH AR EE G 3%
ZEt, X5 RRSCRE Hp IG5 451 BRI R B A SRS .

4. Hp HimiL|

Hp 5415 B WKLV, (EHHUH] H AT A 6. Hp BGL T it 5804 % B A H 2 45 )
B 32 22 5 B W R KIS A -2 (cyclooxygenase-2, COX-2) [ 17] [18] [19] [20] [21]. AR EUB[20] 21
FERWY, Hp RG] 48 min s H W -17 AR A A E-2 s, B RIg s, RO AR, R
DT, (RS - S5l B R-EE R M 2 B 2RI BE R R PR AER .
4.1. Hp BN S B R IfE

Hp A2 PFR A R T A 7. AN R-8. MR F-a. REAKETE), 2 G
M srus21]. BWEZEAIKEEE, HEN G MM, HEA N E R WA A A L
B M AR T R N M S R B (R . HP (R SRS I B WA T R K R R . Hp IR
IKAEIRFEF S, B8 T BSEMMIAEE, HISS T B R IER MR ER: R81E BRI, #inT A
BT RREG R s, BSERMINE, DA, A KM G iR k. BlEEd s
HUWR/NMAFNATER-2 ZIR(CCK-2)1ER], BHIKT 2 Rl 5L K e AL, AT 7ESS 7 8 P AL i AR ikl 3 2
fEM. Ak, B3 Hp B SBE MR R, RERIESORIRE I BER RS, B S 2] 1E SR 1k
—HERERRE, A BT R R A R RS T

4.2. Hp BABAEAE-2 #S

COX & HIFIRRGE € FRMLERS, 72400 % 15 B4R . REDRAS T COX-2 i T LU AR 41
WORAE[22]) STAREERS[23]), IOBIARMIR T, W 4R IR, TSR P R, S
B LU T
4.3. EAHLH]

1) JahtiE b e 18 HERT B Hp T BRSO 2) Hp B YLl A2 45 B e R AE IR R T 3) Hp i
Qe fpd i G v 3 P AR B TE IR G, AT (2 3R 25 EL e K K25 4) Hp B BRI 35 3R AN A4 73— TNF-a
X MR R A S35 1 B SRR e O A AR 23 5 T 420 3 0 45 L P PO XU 91 o

5. NG
LA, Al TR BT R A B R RN L, IXATRES COX-2, Hik

RREAKTA R, (H2RAKEUEILEH ETU)H 23— P RERANIWET . MBI — 2R Z ) 5 57
AT AT KB K A G, BRI AR R DU T A AT B KE1E .
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6. RE

Hp BN EF S AME, 7977 EZH N 40.0%~50.0%, K JEHEZEiE 90.0%LL E, P AR
LA 50%0LA F[24]. Hp EYL G R EAMALREF TOAEIR, 177 55— 2o 5 R R D95« B A I Sk SR ] UL AK
AT LAY /D 25 fi B R v S PR T B, il FH COX-2 st 1) Rl N o 28 figpis 1) R A2 26 i 35K T R I COX-2
FHIFINFE[25]. Zuniga SERFFI[26] KT, Hp BG% 85 0T34 025 1 e 1 2R R AR AR, ARFR Hp 1)
YT VR B S IR 5 SR A 7R R BRI £ R e R R AR R o s S LA HL FE 7 Bh T
TV AT RN Hp & gen B RIS Kl AR iR 7% . Bt el W 3RATT 2 45 T id s ]
COX-2 /KF. Bz AKV KRR Hp RIEKLEM BN Sk ER, 6 /R TIRANFIRER T
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