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Abstract

After entering the body, H. pylori colonizes the gastric mucosa epithelium, which is difficult to re-
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move by itself. It can lead to active inflammation of gastric mucosa, and on this basis, it can also
develop into peptic ulcer and gastric cancer. China is a country with high incidence of gastric can-
cer, with high morbidity and mortality, which is related to infection, environment, genetics and
other factors. Eradication of Helicobacter pylori can effectively reduce the incidence of gastric
cancer. In this paper, the progress of the correlation between Helicobacter pylori and gastric can-
cer was reviewed systematically from the angle of pathogenesis, prevention and treatment.
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1. 3l

WA | THEEAT B (Helicobacter pylori, HP)J&—Fhiff 2% (G A MR BRARFF B, 2 3 L8005 10 5 0% IR A,
Bilhn: 1SHIESIE S K AR B ARG E A UK ER . BES. WHO %kl EoR, FRE B
RIRF RIS, Hifish 20 TR, G2, HEAFRK. aiEtRATR =S 5N,
HP YL i 5 g XS 4~6 fi5[1]. 1994 5 TAEZHZU HP 518 AR B INEE | 255 2 1) B0 R [2]
HP &4 5| i B AR - 12t 24t B & - B2 B & - 4 - RAEAE - B —JdRENE
B ZE . Lin 25\ [310F 70 K BLKA | TR e A B A7 A6 T 90% A0 47 B e SR 1 B A rh, HP PRI B e &
BRI RAE L R T HP FITER &G . SRS A (AT 160 151 15 i e f& S8 BEAT WE 7T 0 F A I 1 03
B ol A AE T B i S s e AR A B R, X R R B S HP R IR R R &
TR B e | TR AT B AT DA SO B B R R . TEIRIR R, ARBR HP M =BTk ST T R4 6
AT REAH IR B e B T R, TR GRS R, WA RN, ST A2 ). R,
W F0 A VAR TEAT 14 45 15 e (X A3 5 B R AL 28 O B L

2. IMIREHR S BB A ERMEXHHIER
2.1. HP S HEFRAMRS =

JeE BB T L HP y— M S BB i, AR AR S IR EAT B, W B A A
R RRZ € o T B R, R DR JBOR 2R O Ak PR 3R 7 A /U o R L) 18 TR AT PR 5 065 L K 3R 552
i B R BE R HP AR s 2 R R R R R 1 S RS &, TR B R HP SR B A I
2 i AR T AR R, WA R CES AL SRAEFER. SMRER. B, WIRS.

2.1.1. {ARREEHEXFER A (Cytotoxin-Associated Antigen Gene A, CagA)

CagA PR f7T cag ¥ & (cas pathogenicity island, cag PANFIA I, H4md =4 CagA & H & HP %
ERFEF IR Tz —. ZFEAED IV B0 &5 (type 4 secretion system, T4SS)HEN1E L4, H
FRILU ) EPIYA 75 RT LURE S 18 (3% 42 SHP-2, i Sre Sk BRI U R BRI 1L, 540 PN 32 R0 B
M F— KA, FHIEEFMESE 2, 5lE4 ML . CagA HEMENE HP # 1% VA GH
K¥, R4 HP Btk 2 S/ CagA B, ATLLKH Sy | BUBEHRAN 11 BB PR, | Z4R) CagA BHTE, 11

Tk
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RIE) CagA BAME, HHSCHTFTUESE, CagA FHEELEAPER) HP TRPR BE 2 5 512 B R A5 05 A0 JORE S L, - f
BB IS F[6]. CagA FEIA /A B HUIX I3 Al 22 S E SRR R 2 50k, 5 E & MAESE
B e S IR A AU R DI 9%

2.1.2. B@4MEEEF(Vacuolating Cytotoxin A, VacA)

1998 4 Leunk 55 A\ [7]% 3 H. pylori A3 77 5 Hh 5 7T DL Fl Hela 40 i 55 F0AZ 48 i 1) 2o VA AR 12k
Rt i 22 i i 2 . JLFRTE I HP RIS & VacA JE[H, HIFERTA 1) HP #A T8 RIS
PE, X AT BB AN I DNA [P 2K, RIA VacA & A1) HP B bk 2 T 200 i B 0 XU & 1.75 £5[8].
VacA J& B i AR AT B BRI B2 7, FEAER AN 2SR R 4R 73 B LA S B 2 4
MR T: . VacA o] DLE 3T B i b4, AmHifn B, L2 B 1BE. VacA ERMEEES X
(signal region, s [X). H[a][X (midregion, m [X)FlH[a] [X I (intermediate region, i [X), FIAXES2IEE
ENEYIMIC. VacA ZEPIRYE s XA m X & BAFAERFEF 5170 s1. s2 Al ml. m2 PIFPSRAY, 24 HP &
iy s1ml Al s1/m2 YRS, ATRAPAE G KFIEE R, B0 s2im2 A, PR E RN RO E
P

2.2. HP 54EEF

2.2.1. ASTE 18 (Interleukin-1p, 1L-18)

IL-18 72 HP &GS LA A i RAE SOV I B ZL R 3R . IL-18 I F AV DIRe s 25 R0 R
N 55 DNA RAF AL, i BB (Rt AR, %S R 4ean s ss, SEBIRE. R
JREDVIMSG. IL-18 J2& H AT AR B30 5 8L 73 W Ve F B i R 7, e 18 BR 0 WA TR 16 AR N, HP g
JE B S o A5 B AR i gt B 2, EmisEA R B . WHIURIL, s B R 1 B R Sy
FAAE Hp B4, B HP BEPE S S o IL-18 iy, HRIAKFE HP IR U (A 2 IEHEAHSR[9]. S0
S5 N [L0DE# LT LU A 72 A I, Hp B 5 B i 8 M5 IL-18 KPR s B AEA GG &R, 16 Hp B GLpL
G, fE BRI ERET IL-18 RIEEZEEMH . KIMD 2 AN RIRIEZ R, IL-18 5 HP hRIZ5H
FEMEASE R, % HP R UG, B ERE ME T IL-18 AT Al RRa AR [11]. HP IR RE £t i
WS 5 R, (R EE MIET IL-18 FISRHRIE, ARG RIS ER 7 W AR, ik B ke
SRR TE AL, (il e sk, R A DM AR T8 R R TS e S T bk S A i, 5l
i E R S, R B R A RR[12] [13].

2.2.2. RIFIBREZE(PG)

PG & —Fh BA A BIEVE A MA R, | Z A MES RN ENHASGHE T . PG o] LILELRYTH
T 780 A 52 Tk DR 46 S b VR F T B AL PG B BRI IR A A B S AR (COX-2), BEAT T A8 E L
SRR R E14]. AT A SEIRIE, HP ERYLAES § COX-2 MRIA/KF, Araes HP YIS
FBOROE 7 LA R - AR KRR, dEME S COX-2 MRIAH K. MXHFRM, HP M
B R COX-2 MRIB/KFRE /T HP M, Himitidkr Logistic [B1VA 5047 30 51 B e 3,
HP &Gt COX-2 RisFHME 2 B m AR G R 2, 25 A 05 5 X[15]. MUt n] DAHEN, B Ge
HP J&, BRI COX-2 FiEAKT, RIGehZ Sy, WML, il E 2 7
R G 5E 5 B8 R 1K AR R
2.2.3. M4 EF(Vascular Endothelial Growth Factor, VEGF)

VEGF 72—l N B 40 R RF A 22 0 DR, TR S P (g 67 PAY B2 4 73 2R M e O 3488 o 3 i 1k
Hoim FEAGA AT e HE R AR L A0 AR [16] o ) B E IR BN (et s mdE . A AN E AR E L i
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W 2H LA TR A BT A, AER N TS SRR ME TR L. VEGF 25 VF 2 A8 AL OMKISAE 03 4 5
TR, ALIEREAE . WP L X B B AN L8 VR 55 BRUE D S5 A WIF 78 R I B e 8 & JF HP-L
RUGET, AN VEGF I3RIEK-P R0, 208 RS G RE SN, e it B e 10 A R E[L7].

2.2.4. ERELRpaREzhINEIEF(Macrophage Migration Inhibitory Factor, MIF)

MIF =22t ERRgE i T 2. FRAZ 4 73 WA 1) — 2 D Re A M 8] 1 o FEAN AT DR HE SORE SN
WA A2 5 B R0 E R AR G A IV TR SR R R I R [18]. Meng W &6 AR FE1IE
5, B I HP-L IS G B A 20 (1) MIF Ik i TR IRZA[19]. X PR 25 HP gLk )S
SRR E MIF, % ERRgEM . AR aa ¢, Haitm Bt iErE. . FEm
WeIRBE Ty, WitEH A R, i 5 R BRI, D MIF )Wk,
S FEOEFE MR AR, IREENKE. KIE[20].

2.3. HP BB BELEHF

2.3.1. HP BB S| R BER DNA Hits

TEPEAU(ROS) 2 AW A 75 40 B AR I AR B =4, PR SEnT LIS 175 5 2 IR S8 A0S 350
&, MmERER R AE[21]. 24 ROS &b T HK/AK-FiE, 7] LAZ 5K G #E, {2 ROS 7K i i)
215145 DNA, HP R 2 REMIAN ROS AR 2, IS B R A S REUR R AR R
B, HP [EZAMMEEZR CagA 1 LAFE SRR ROS [22]. 4 HP BULHLIASS, s B -
VARG RE ARG, (A HO, 2B, 1&E ROS HERR, SEAMAL T A PHCIRAS, T 5 B A (1) 254
ATRE RS, I HANM P I8 JFE A2 B H IR KPR 2 B, 251535 DNA #5345, 38 e 28 0 XU

2.3.2. HP BRI B /& T 4paad s34

B T ARV T 15 AT 4 AR AN SR VR (e SE 4R M, nT DA 3R g 1) R AR FTR FE (23] HP 121
JERGLT] BE 5] IE 5 B RN AT - R AR, I ELRE M B T A0 R 5 R VR T B 1) R 7 R T A A
HEE, NMBEEBIRG, 2B Tamest, mEETaRnHaRk, SHMRRERS, i
T J% 1 8 [24]

2.3.3. HP Bt DNA FREL B MyEiaX EE

AASRHIE FEUE S, 725 1) DNA F LAY 5 i 1) & AR R B S5 DR 9 [25] « HP S YL FNJE IR 37 1¥) DNA
F AL 3 M 9C[26], 24 HP JGLHLIASE , 8T P16 JEDH 5% 1 FRJE4L, 4] Rb & A 364k, BHIE Rb
ARG R SR IR T E2F (ORI, E1S 4B GL #AREN S 1, JEAE S HAfERE, 4 DNA, SE4iifA
WA, MBEIRAEK, RESEEBIIRERT].

2.3.4. HP BRHUE Wnt/p ENERIERE S~ LR B RN

bR R A TR LR A A RS 4 R B A I AR, LR MR R 5 . R R
LR, MMREARKE RS, SRR R RA, KA, SEUMRE AR E
R RE SBR[ 28] o VR BESE AW FE R I, HP I GLHLA IS, T DURAE B AU p-E 30 B (1 A% N 56 F
PR E-45 85 A RIA, 123 MMP-9. N-cadherin £5 (&35, ZHFFTIESE HP YT LA S B 4
i %A Rz 1) SR A, 3R T 0 S 20 M S A [ 29]  Wnt 38 B i A g 2 428 b 7 1) J5 2 A 1 S B % [30]
MK HP Jo5, PSS IK FZD B AF IR A Wit (M55, IR A BERREER 1L, ) p-ERE A
Befd, (EH RBIRIENMMZ NG S T ARET, B2 MR E R, WiEzh bR, I
H Rk B ) K A [31] [32].
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3. RESEE IREATE (HP) ZEEB BB AFHENX
3.1. HP E3BYR5 38

H AT A BRZE N FURGe i Wy T TR HEAT B, HP B2 ORI AN S i A2 e . HP KRR
TR HP B HAERIGK  E HAR OC, HAFTEHISZE o 85 S | BB AT TR A i, 358
Seth 2t i | TR FEAT B A RIS, A Bh TP HP R AMERE, [ a] LA — & 5 T PR 18 1 4%
B SR R A AR o RRBR e IS AT B B AV 2B R AT AL, b BiYE B AR . B E
FHIE JORE . e skl B BB I Re . (R VK R IE 5 43 B BRI . TIBH 5 W | BB e AT B e %
MV AL R A FRE B PR B AR A . KIBRIREGSE. &4 81k, MIEH—20mr DU 2R
PR TRETEAT B, HATIGIR b HP AR R 532 32 B =7 VA (L PRS- 22050 + 2 Fhi A= 28) Fissm| Y
BRITIEL PR 22300 + 2 Pz + LMaRsR)), o S eI U BTk O —2RI69T T 5. TRk
PEPU B 250 IR 5 NAZ 7070 25 R M 25 ) N 254, HEREITRE N 10 RER 14 K. T8k, MEMAEDS
SR PGRFIE TR HP BIBIRIRAE TR B, 2345 X T HE P | TR AT B AT 7 SR R
%, (AR EAARNUH] 7R BEIRRE—PIAE . HATRepLH s BT LUSHT HP ZE0: v RL™
A HP B T LOINsR B AR . BB TR L HP @ A8 AT DA HP &G 5 1 25 )
Rio AHGWEFER I, s34 m BVE AT LEHAE R T HP b, [RIR L a] LLAH] HP R R R E T, M
TMIA% B B JME[33]. A B S N LRI, 7251 FH DU v i Bl Fhn A 25 2R BYa T, X HP RBR %
Bk 98.33%, HUMR T RAFHIRCR, BEWAIARIL T 38 A4 B HE E HP MRBR R 7 T AR R [34]. 25 AE T
BA SRS MR BCRESEEH, A SOIE BRI SR EUR B, B i N BRI AR, (R E IR
FRITH AR, FF T AR IR 2RE J e % [ M [35]. H AT, 752258 2 B FiR N ASSAIE . [, — 28Il R
T T8 I AR 250 T2 s i TR T AT R AR ok et A K (R P, EAE DA I TL 1) B 24 3R e vt 15 B 1
SR, B WA | TR AT B 0 B AR 2R 29 Ve R P AR A 2 3R (3 i, ARBR HP IRl 7 RZBIA R
oM, ARERRMCEAL BRI E M. IR HP YA Y7 I R R RN a7 2RI 6 St 2 B RTAR Bk
B | TR AT B VR YT R I OGS FITTE -

AMEAIEYT T REAE AR KRARER HP 1697 R R B AT A SUaYT 77 5, TEPUA 2 USRI RE il 1,
Bl | TR AT TR A A AR BR J7 58 T DA 3K iR AR B e, sl DRUAR I SR I 51 A B0 4 R R 245 0 3 gt B SR I
PREEIT 1 Je % T R X ANBE HP AN 251, et 25 3 LB P A =, SRS IRIE L F IR & il e &
BEIMRAGIRTT 77 %8 AN TF G HP MR FBRIE SORE R AR5 EAT HP ARBR: TR B BRI A R A 0L
BRI HCE, R EEER . BSIARE R R FHIWARMR HP XK 53R TR T M S BEAE i
1T HP MRBRIGIT RIS S, BRI R N A DS B AR MRS AT 23T B A AR Ik 2 T 174 & A 5
XFFBEAE 2 R HP AR BRI -2, RIEAT HP X HTAE 2 A A BUR e Bl 25 B0 . (R Bk BB
B RIS B AR ARG 54, FERT. FEJT. REER, KHUBLHE RS, HEARYEA X A
CIARIRIAEATT N ZEE MRRESEHE MM TSR, Sl fEE 4, HIZERUNGTT 80R. Mk
TR TR AT A1 24 AL ) TR 2 LA B P AR 2 (R B AR e, e 11T AT T T 247 268 RUAS U Y B R PR L A
AEBUR RS . F S ARG PRI 70 b n] AR S FH B Ay 15 458 2 A7 (10 0 DR ARG 00 77255k Al 1 A e o R 70 4 3
i 251, DA TR AR 48 AR AR BR i T 1R B 16T 7 &

RS, NAEEHE YR DIWE i iEie . (R SRS AT, AR R TR TEAT B (1
FHorh G BB E AR T ) LE IR FRE B E% SR A MR 2 AR AHE . B4 A DR (R
Al NS B BB A DG BE S N D) 55l T TR AT T B G v] R A% iR A6 N2 B AIEREE =K
B WA DEFEAT IR R B O - TR, IEE B - D&, 25 - RS, DIl HP &g E
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FT LM OI B KR PEAR SR AN ER IR VEAL IR T HAT, EF A9 A TR EAT B 8 v A AE e BRI B T Bl HP
LI AT R T3, BRI TRt 1 25 R0k, B OS2 NSRS, (ERH B2 T
0 T P R R, BELES 0 W 1 DR T 2 v A TR RS, L U S5 A E T

3.2. #RFR HP BEXTRAABEIEX

B | THETEAT R C 2™ S B N R, RO T UG Y e N Mg R B AL P A 8. B
AT, P AR B i |1 98T B R LB S RCRE U R © TH A TC 18 2 1515 8l UL oI RE) 5
@ BREACHEHLSMER(E MALT WEHE): © BIEE RE& I el TR BRI G H A R
@ G BFBEBEEEEE % © FIAE MR S TN T BUIRESMEIFEARBREDIA: ©
KHE R FIRMBI AR @ A EENFEE; © TR IR AE 8 A 28 245 F/ 8% 77 &= F =)
UCH S, © HAbMltn: RNoERESEET M Bk Ve NRRAD TE L. REametEE k. §
HAEMEE AL Menetrier 7%5); @ MNAZRIBIT . HAENEDO. @3k ZIHER IE MIE .

XTIV E R A B R HP FIYER S, FIRRBR W T8 EAT B T AR B 46 1
BRI, Byib PR A, T B IR RO L [36]. RAETERAE B R E g M T2
PR | AR AT B B LR ML, (RN T A B B B S 45 A L AR iR, MR RR a1 e
FEBEATI AT AT BR 28R SR, A B R4 (1 K Ry g L 247 1k, IF HAG T RR A0 4y 2240 1) B R0 IEA 250
B, BRAAR ER MR HETEE HP AR BRI IE HES E AL T 1) FRE HP PR
ik 56% [37], MR HP 1GI7 1 AT L2 N 600 & 1200 76, HZ51HZ#iiRTh, thalmmkE HP B &
HREERAT IR EZUG)T, SR E, 2) RENDOBERK, FEREME, #SotXx A
W 2%, o3 HP BRGL XK . 3) BRI R @, HWARZR, nE HP k.
4) BFRMNERZE, IXTEEAE HP AR I e £ 2L R A

AT ARG R KR SR T CUR L, S8 B 2. T o S A 1 07 1 el ]
TERT B IR H DA RO . HP B R 3 AT AR BR VA YT R 88 JE 2% B S0 1 R e« 3 G i BT 728 1) HR BLLA
M BEIE BRI R AR . FIRS R IE B e B iR T i FE AR BREA IS e AT B B3R S AT AR, AT
FI LA TS BOR[38] — T Meta 23 T UESCHRER HP KA XT84 & B RIBRAIG B 9 Bt R YIBR A 5+
I B T R R A T LER[39]0 SR BH 3R 2 0 A 240 K, 704 3R 24 14 ) AN BT LB SN 24 2 16 T v
AT R — R ZE 555 N, (AR AE T i A HE T R Bk a1 B e AT B8 SE N LASE B, [
AP e it vl | T AT B R A 23 g R R 2 I ) — A

4. BESRE

W T TEREAT 5 BN KIS PSSR UIMG, R BRI RA M. £BRALE. KE
(AR AT I ST REAT AR B [ IR AT IRV 7, I RENE I B 1E B R i A L pede A, REmIAE — e R
BB BRR S B R R o RGN REREAT R R e TR AT R, AT DARR AR R A B e R P EL A ]
RT3 A AL 23R BRI, BRI M AE R, 1 EAREREIT R BCR B IZH T, Bl
SN SR | TR AT B UARBR . A SO T TR AT T SR e 5 S B e X AL AR B [ TR e A 1 5 B
Biit 2 (B (I 5C RAE T T, X EAT TRR AT 1 5 B 8 A Ve EAT TRk, DU & HP IRERE. B
FEBEITUG . R USROS A PR 4 .
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