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Abstract

Gastric cancer is one of the most common malignant tumors in the upper digestive tract, and Heli-
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cobacter pylori (H. pylori) infection is the main risk factor. However, the specific mechanism of He-
licobacter pylori in the development of gastric cancer remains unclear. H*-K+-ATPase plays an im-
portant role in maintaining the normal structure of gastric mucosal parietal cells and maintaining
the normal gastric acidic environment. When H*-K*-ATPase expression is too low, the gastric acid
secretion will be reduced, and the gastric mucosa will atrophy and eventually progress to cancer.
Helicobacter pylori infection can change the expression of H*-K+-ATPase and participate in the oc-
currence and development of gastric cancer. Therefore, this paper reviews the role of Helicobacter
pylori infection and H*-K*-ATPase in the pathogenesis of gastric cancer.
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1. 5|8

B e BV R AR 2, E PSRRI SN AR 2020 ARS8 THEE SR
2020 £FEF[E B REH ARG 9 478,508 1, AL fE AR AR TE SR A, o5 A ER B R AOR SN 43.9% [1]. 1T
R, BEE TR YT KPR T, X B S A ALY AT AR =, TR B R R AT A
EIFETEEES2] 3], wGtTHER, QURTERAL DR TR 2 KR T2 M0 B kT Hhiasr, &
HM 5 FEAELFRAGER] 90% A b, Ehr b, g B KRR, HH RSz a 30 &%k, 50%
PA B EE RIS QDR R [4]. BREMAKERZHNRZDRNZ R, BT ERERM
i BRI EAE AR, B AT B Aml] s AT B . R RER . et BT amie

I B B ) AT SR P R P AR AR, Rk R A e R ) R, R L B HLEII AN #£ 7], 8 H-K-ATP
B —Fh 5 AR, oo IR p IR, oo WA ARG alk 19q13 L[ ATP4A K465, g IF
Bl NGtk 13q34 L ¥ ATP4B BRI Zmfd, &FE o WHMIEH, H-K'-ATP i g 72 BEA0 i 1
Dhee. KE MM L FR8] (9] WFFLRM, wal THEAT R A B FEG, X E H-K'-ATP g™
AERERMHER, @l ZMIEEFEE R . KIS IR WRAS, 2 B RS9 B K
ARG R R 3R

2. WMNBHTES B

1982 4K FI & 4= Marshall F1 Warren J Dt A4 5 B8 b 40 B9 455 75 H i | TRRAT 1 o WA [ AT
TR A2 A T A R S 1) ol 7 SR PR R e T P 22 ER S MR A B, A BT A P — 9 R AR = [10] [11]. 7E
A S ] P W TR AT R IR e 08 50% A b, HIEH 80% PA F RS T H DU IR, X 15%~20% 1) Sy
HRIEREIET T, 29 1% 0BG KRRy B I . Wl VT B IR AN [F) 25 =) vl RE B T 2 Fh R 3%
WA B 5 N7 LAY L R AL B Rt SZARBEIR 2 A1 AR I R e S AN B 5 R 3R R e
%5, Lauren HAUE R ARG B NWNAEE, QIR RTS8 B i AT B e
gk, EAEBMEE R BAAMEARN[12]. HATR 2 A SRR, Wl ISR HERES S T IET B
B - 1S AR A PE S % - BRI E R - W B A - JE SR AR - R B e AR B AN AR [13]
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[14]e WFFT SR, Bt A 2 B G P e (R B S S 6 IR 3R, WA 20 38 i A B i R ARG XU, 240 i N 10~20
FE[15]0 (HIXRE—/MEKAIERE, FHIRRER W 1 TS B AT e 2 28 L 2l X AN i 72

AT JIEAT B AR B RS, 2 SECRPEGRMRIE, 28 PR 4 R 2 (R k4 i 98 0E S 2, BRI
ERWUENT. PIeEE. SEHESEY R, Mg g sE. Wal AT w G S 2 gl AL B FE A
G R e ME RN 2E, WA T THEAT B TV B3I R Gi(type-IV secretion system, T4SS)/& 2 H T 41 B 22 1 1 E1IR
ghky, e RTARINTE EANME, HANME A DGR A B (CagA) IKERBE(PG) AR =ik 21 15 3240
ML, B BT A T TREAT B ) S B o ELR R AN A DATE BRA B R, W AT R AT DL ke
FEIR TS T S A 2 JEAF B A O o TR ) S e S 1, 4% BT G 2 0 R T 20 A 1) B 8 2 S 16 3
P RGR B NERR, S8 TSN B RS 16] [17]. Kk, el THEAT 3 gy G 2l il 2 oy a3
AR, H FG 7 F R 2 R 38 a8 b 40 1 55 0 DR 1 R i A% IR 148 2 A RS Rl g, AT RE A
2% B H AR SR N TEE RBUER[18]. B, BREMKELRERZHEILFRSESME 0T
s

3. H-K-ATP B 5B &

TERZ WAL RIL, H-K'-ATP BE7E BRI PRIA TS REBEAREY . £ 0L h Kk
B, SRR, H-K-ATP 8§ o WSS Z 40/ BB R R A B 0 1 2845 . 55032 1 bk XL 4 s )
fa bR ARA[19]. KEMF R EAIESR, BAESE . (A2 Bt maR R, RE kI, H-K-ATP
B o VLR IEFNE]F, AT LA PIBK/AKT/mTOR {5 5@, Z@EBNEME S BEEENHEE. AR
Ja AVIRAE AR5 W35 A5 [20] BEAh, H-K'-ATP B p AR IAREL S B B B AL S 40 0 LA R
REMK, JEH H-K'-ATP i p WAEAKFR L B B TS 2 (21]. UiB H'-K'-ATP i g IEAE Al
FERITE B i 2B iy i B A € MO ATPAB 78 5 i 40 i Hh 11 9 ik I 25 41 400 B 309 L 41 LT 70 38
1228 UA K FANMRIA T . T H-K'-ATP BEI H S HUIARPCAs)FEHL ATP4B HiiAFIHT ATP4A fifk, %
TRAHE S SR o 1 WAL, BEFERIL, (EfetE B4 H K EE T, PCAs TS B M E4 R
POA B 3 TEA E[22]0 HT-K'-ATP [ m-RNA Rk NG T B AR AR R, JFHREE BRI
Mg, H-K-ATP BERIEERE(E. L RS RITR H-K-ATP BRI R HEE BRI RAERETREA
HIEER,

4. BIVIRFFES H-K'-ATP BBE B AP E(ER

WHFREA, dal TRFT R N IR B RS, X H-K-ATP =4 R MsERH, @l 2 migi s
FUBE R Y Wk D, BB —, WAl TR B T H-K'-ATP B m-RNA B[R R0E S8 H R il 5,
g [T BT A P i TR T S BELDT R A H-KC-ATP B GG M TR0 B Ry b BB =, Wl ISR oy
WA 2 IR R T ABSOR B T P R B, AT T LBl B 1 22 A5 B 2R O T fo 2 6 T RO TSR IR
5, BHIESH H-K'-ATP B IR BEIR R AL R BE A M THBE, AT #0081 BE A L PR 739k [ 23] [24]

W BERAT BRI 3 A O R R B R S0 SOE SOV T A RS T AR O B 1, R 3
HOE R A0 A A B D R R 0 K SRR o R N AR B BN L) 20 T AR AR SR L H-KC-ATP il
m-RNA Ml A REAEZFENT R mras. MRscig il wal TR E RS H-K'-ATP g5
Wiy T B 55 A 1 TRRAT B35 0 R TG, Cag BUW B4 K IV AL 734 3 075 | TR AT 1 101 HY-K'-ATP fifg
L FAEHI[25]. ARERET VRT3 5 15 BEA B ECR R A A R e 3e, T BRI B R R IR W, $R7n s IR
FRBARER G MRER 10 H-K'-ATP BERIHMHIIEN, BB R 1 1% B R DI RE[26]. B M e ]
WEFF I BH R 92 2 S R ERYT AT 5 B BEAIRIEAS S HY-K'-ATP B m-RNA JFER BB RMAZL, K
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PUAE A T TEAT AR OGO B 8 b, AT THEAT A AEald R H-K'-ATP 8 m-RNA JE[RRik, jb
H'-K'-ATP BEf) &, 15 B B8R B R[27].

KGR RS, 2 BRIR A B A E M R 2R, ATREZ T B RO REAR, X2
BRI P)AE B AR BRE I R B, JFH B W PH (ETh e, BUERREBURMEAIR L A,
BN RS RS, SEAASUEFRENIF AL, DA iRt g 2, sk T
BRI AR, SEE AR, B bRt R&SEMIE A E25] (28]

5. g5

BT VIR AT IR A B I E 2R A, B NAR S R R, 7 AR R AR JORE SN BB R SR, KA
SRR T ERE D 1 IR, T UERAT R R mT DA SR ML PR G 2 7 A 2R 6 38 7 28 2% 2 A IR T A B
A R B O RR SRR o Wl TR R I T LIS A [ LA B2 HY-K-ATP g4, 1 H'-K'-ATP
Wi = o Ao B R R A A 25 8 A AR S ME A KR, AT S0 5 2 7 e ) XS

HE&mHE
TR 2 B 8 5 B B 45 AR H (2019-233; 2019-195), i IRR E SRR IIH .
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