Asian Case Reports in Emergency Medicine &2 E R BIHTE 5T, 2026, 14(2), 217-223 Hans X
Published Online May 2026 in Hans. https://www.hanspub.org/journal/acrem
https://doi.org/10.12677/acrem.2026.142027

I PR R T SRERIMMERE B RAE
E: BETIERINIEFKESEIRE R RLE A
imPREE 1L

1%5&17 %%#&2'3*, $ ET—ZB, 1%4&‘4) 4%'?%2'3*

YE K EAIE PR ABE, BRI SER

2Bk P G 5 N SR, BRI PR

3PV A A B B BR VG 48 A S TAEECRBE S by, BRVG 5%
“BRPEE NREBESN R, BRit pi#

Weks H . 20264F3H27H: F#HEM: 20264F4H29H; KA HM: 202645 11H

wm B

BREE—INCERNEREMEFERE, Wi (Helicobacter pylori, H. pylord) i\ 2 33 B % &
FETVBEREE. B, 2REFE8IEEMADZEH. pylorififm, =AM SRR REE
BRI R AR B EAE A . TR, X TH. pyloriBtRHLE]. 3 /1HTFCagA KAH M5 5@ MR
FABHREN, RERIEITH. pyloritt BT Correal® RIR B B R M H FIEREIF H 2 e 5. AL BHETTEH.
pyloriBgsiisc BB RAERZENH], EERRREMAEEFEREERRIGITE B R + KERE,
FEAE WAL EIRVT R RB DG SRS IR BT,  UAB AR ARR B & IR AR KE .

XKigid
B, WITRITE, RBE, CagA, MR

Helicobacter pylori-Driven Inflammation in
Gastric Tumorigenesis: Mechanisms and
Clinical Translation Based on Clinical Trials
and Organoid Models

Simiao Wang}, Xiaoyan Huang?3*, Yan Li23, Jianhua Wang#, Cuixiang Xu23*

lyan’an Medical College, Yan’an University, Yan’an Shaanxi

SEIERE

ESIH: EEAR, Wb, 0, EEE, REE. BT EN S RERCA S B A AN F2E TR
FN2E28 BRI R R AL AR PRFE L[], W 22 =22 B 7T, 2026, 14(2): 217-223. DOI: 10.12677/acrem.2026.142027


https://www.hanspub.org/journal/acrem
https://doi.org/10.12677/acrem.2026.142027
https://doi.org/10.12677/acrem.2026.142027
https://www.hanspub.org/

2Shaanxi Provincial Key Laboratory of Infectious and Immunological Diseases, Xi’an Shaanxi

3Shaanxi Provincial People’s Hospital, Shaanxi Provincial Engineering Research Center for Cellular Immunology,
Xi"an Shaanxi

4Second Department of General Surgery, Shaanxi Provincial People’s Hospital, Xi’an Shaanxi

Received: March 27, 2026; accepted: April 29, 2026; published: May 11, 2026

Abstract

Gastric cancer is a serious global health problem, and Helicobacter pylori (H. pylori) is considered
the primary modifiable risk factor for gastric cancer. It is estimated that nearly half of the global
population is affected by H. pylori, and the chronic inflammation induced plays a significant role in
the development of gastric cancer. In recent years, the research on the inflammatory mechanisms
of H. pylori, the virulence factor CagA, and related signaling pathways has been continuously deep-
ening, and evidence supporting the role of H. pylori eradication therapy in interrupting the Correa
cascade has become increasingly robust. In this review, we elaborate on the pivotal mechanisms
driving H. pylori -related gastric tumorigenesis, consolidate preclinical and clinical evidence for gas-
tric cancer prevention via H. pylori eradication with the application of gastric organoid systems, and
highlight future advances in precision prevention and therapeutic modulation. This work intends
to offer solid theoretical support for alleviating the worldwide burden of gastric cancer.
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1. 51§

i AT A BRI B A M N\ S BRIV T S0 R 2 —, AR [ B e T FE 014 GLOBOCAN 2022 4
i, 2022 HEAER BRI EIZ) 96.9 i, FET4 66.0 Jifl, KIRRALIE RS AL, FET- RS 5
=Ar. HERETR B 35.9 Jifl(5 4Bk 37.0%), AETT 26.0 JiBI(HAER 39.4%), ARALRTEER 13.7/10 Jis
FREBET % 9.4/10 13, ¥ TAERCFAKF, $Engam ARk =g 1]. FEERNANDRE, ABEFHE
WA T THEHT T8 (Helicobacter pylori, H. pylori) S G Z A TR K, BT R MR R RERES, Hil
T EERMNCIEL, H. pylori BG40 NEIIRAES BOR, HAH IR BB S 15 9 ) 1742 B K1)
O TUAE fR R il R 2]

H. pylori # it 5t PAHLFAEREURER, 2 B K ENR KGR R R3] H pylori YL nI REEAE
ET BRI, 5IURASYEEZNMESOE, KIAEH Tl oR3) 5 R e g M 40 v B R DA N B i
% W bREAE. RAEA, RAKRIENEE, B Correa 44/ M. (Correa’s cascade) [4] [5].

KRILRGMIR H. pylori EUH 150 TR ILAE B R AR OGER], JF AT B B8 a R Rk
VAT TE LW 55 A8 0 rp 1 B2 2R B, JRIE T M Ar it FU kR ARG HE DT IR SR AT B B . IR N ER AR
H. pylori FISUENLH] SHRERIATT ISR, X TR KRR E R i B E E S .
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2. H. pylori BRNBEBELE
2.1. BUREEEELETHNER

I YRGS & 2 25% I AE I BUR R 2K [6]. H. pylori BRYLJG , WK G g2 N8 TE A IS B Ak
TR A AE R R SOMERAS o SOERERE A AR K SBT3 A DNAL 8 B R AR K S| i s, IR
RIBALAE WS H, FARIEARAL, (et B b 7]. SOmERIE I SN R A SRR = A
ERAYB, PG R NAL, WTTIRBSIEEI AR A 2 H. pylori YR B WL ) Go e R E R
THBRID SRR, A 8] (0 UL AR IR 2 JORE S SR BEAEAE , KRR BUR 7 B W RAEN BT, XA N
B S, AL AL BT A B, BB SEUERIRAS, G4 2k X R A2 B 2k
PIRIESE, 2D 5 R A B R R AL,  TXT REA2 SORE (R R I g i A Bk P LA 2 — (8] 43 L,
¥ H. pylori IEGARYE SR G ANMIR 555 3 BURARA M ZHL R RAS, 55 ZAC I % JOAE 14X 4 7
DIRENIIR G

2.2. Correa RER N 5 B @it

ARV E KA bR AR )™ HE AR B OOk e D B e R I Fe AR . — ELZE MR BEAS bR AR LAY
WA, HEMER R AR, XANH L ) SRR AR “Correa’s JUHRI N ¢ BIZY 172 g MRS
RVERE R TR EGEE B R, 2 13 EGTE B RN EEAE, 25 1/10 () b A AT EERE
SR A BRI AR, 2 2% AU A B AR O B [9]. FTUARZ A BT RE R 5K E £ K,
M5 & B R EZRFFE H. pylori B4, TG H. pylori YT DE R R 0BRSS, FEATeMk
H[10]. UL, R H. pylori 7] DLECGE BB RIE A REEIR[11]. S22, Correa SIS N A ik
T BERAERAL SR, BAET NIRRT IR 7R T T % W bR A R A Z HiiG
J7, MR RSN 5 DN TR B, RIEARBRAH B, o370 B T s e TGV E AR R

23. XRBHETFRIGSHERE

2N FF A <L A A 25 I (Cytotoxin-associated Gene A protein, CagA)S&: H. pylori 5t 5 {175 11K+
2, R HAT O AN ME— AN i ECE R . Bl N MAPK/ERK {5 58 #%. NF-«B {551
H JAK-STAT 15 508 5%, 5 UL S Mz sh S (g 53R . EMT)., 51K fe ki 181 R IE
HIR T, I RN 2 Ml B B ThRE(12]. JFH CagA B FEURRAIME 740 IL-18,
TNF-a, TL-6) KRR, A4 AR 22 I BT AR 15[ 13]. BbAh, M5 45 & kT 2 (Blood group antigen-bind-
ing Adhesin, BabA)FHE IR 45 A& # B 22 (Sialic acid-binding Adhesin, SabA)/ "5 HI4: T RE /2 H. pylori
15 B WS SRR A SR PR R P IR . W I RIPER, AMUREY RANE e e, iR
T [F) 3G 0] 1 32 4 ) B A (an 3G 5 CagA B 0+ SR SORE(E 5), JLFEIHES) B FE MM B &
FZELE . AT 2 B K E[14]. H. pylori MY EHE RS R E R A0 M i B R 00, 3 sd it =5 98 4 2
ARSI, A iy 20 ) G g2 B 36 AN e R 9 5K 613 1 2% AR (15]

H. pylori i RIFEIES ISR &, BORERBEAMERE, EBEFRRAEZEDS. i
BRI R 2, Hoad i 3 vl e R R R . B I SCBEAR AL, Tt 0 380 [N 1 Bl & A
T, FTAEARSRIR BEBIR VR IT L TG RS PP A B8 S0

3. H. pylori #RBRiaTT HE 2% 5k PE B #2 B s T i3 R
3.1. RERATIEAEEN TR R
B H. pylori 2 FRBIANATT 2 FOAHCHIR (ATH A 2. B B MALT RS AL . 1ER
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TRIT I B 2% B b B B i R R RIBE T . BRI DY I v (B IR 722 4770 PRI+ Bl7R + PIFPpiAE =R,
JTFE 10~14 R)RHIEMZ LI LTS, PR IEM BTG + 547 5 2/ F A/ U I8 /W iR e
A, AR R 1 R G Sk R 16]. —IUTE B S R X B LR AR G B BT RIS - BEL. %
R R RIS A RRER H. pylori BRI B I TS5 RS AL 1w o1 & W IFUE B2 22 UEYE o B SR
3365 i H. pylori FHYERIERETCIEIR R R, BENLOTECE H. pylori RERATT ALk 2 BFIXT L, A Bl i
A Kik 22 4. 45 RRBULE H. pylori 077410 BREHI BRURIF RN 6.2% (103 H1/1661 N), T 2 RIZL 1
ERURIRFRN 10.4% (176 11/1698 N). KA 0.61, 95%EAS X AN 0.44~0.84. b4k, BHiESHKER
FRIETZ RN 3.5% (58 H1/1661 N), T LREFILLN 6.1% (104 51/1698 N). KEKEE N 0.62, 95% 1% X AN
0.42~0.91 [17]. ZHFF LAKEA S R EBE VI ESE R, 78 B i K XHEAT H. pylori T2 SRBRIENS, 2 0%
KB AR A S DA . X 70 25 SR M HE 2 A IR X B e e B 75 8 — P IRiE, DA
JAZHE TR (40 AR 3R A G (Gl b 85 25 DA R BT B P AR A8 AT I R 16T F B RIS St R E—E R
BRME, AEZBE AT AT ABER) H. pylori T8 SHEERSRAG AR AL 198G S IHBE Ve . IF B TR
BT, — TR EISRIEE N I, FESEEAEE RN BEEE i H— e TFogk
JLIIE R B R ERE, TEARBREUKIINBEBE T, G 38R & B 1 As .

3.2. REBRIET R T R E

HRER H. pylori WG YT 0T 8 RIS AT A5G WA, A2 AR B 7 R 5 AR A 5 RS I L
—OkAFEMZ O WE . BEYL B BRI RIS IR AL T4 RGIFHE . BT ILghN 470 {51 5 -1
B R ) R A B2 W VIR ARG . H H. pylori BNBAYER B, BENL B E MR VA T 4k %
BRI, AL RIBE VIS TR 5.9 5. R B RA ST BREIREH R BRIRER, &RE
IR R IETT 4 S B 0 B R AR B EACT XA 7E H. pylori ARERALH, 202 HEEFH 14 A
(6.9%) L T S B MR LEFIA T, 194 ZEETH 27 N(14.1%)H BT RHEN . SX A
M, fEREE A 0.50, 95%E 5 XN 0.26~0.94, P=0.03, BAGHHE L. ERATHAT I, %0
Fudk— BRI, MRERIGYT AR LB VT W) B R 40 S b R A AR 1) 7 B R R AT R 2H 2 AR,
oy B HRAR S L Se e . X —RBUNMRER H. pylori 1677 Wi B M AEY A BRI 7 BB
PE[18]. RIAEZHE T NNy a2 W8 N UIBR 00 50 B e sim 20 7 BN A 3, O& 8 T Bk
e NEE, EAFTRE T R ALECh 5.9 4, 0T PP AR BRGSO AR AR K 10 42 RA B ESE
AR, AHRE T A S a NBEFIRER H. pylori LRI Correa 2K . TR B i A AR SR it 1 B ZE 1) BEAL
Xof R IR UE 4 o

3.3. NZRTBH E—& TRh AU FE 2

B e T dl s 2 AN 2 W R T (TN FARER H. pylori (— I BATIRANE AL o £E K
DX, St T4 R E i A I TR A AR ER TR, R SRR TP AR 2R, DUBERGR
HRER RSCZh AN B Je A0 R AR IARA[19]0 ZR LRE, R FB i) — IR i A6 AE , R X T 50w
PR IR TT B G ) N TR, AT — 2D ST R T R K B, AR 2 B
UiEiER

4. H. pylori 1E5< B RIS E ML REE

JAERER H. pylori CAPAESL 8% FRREAPEE & BRI, (EAEES GEIBD fRA, HA
AT R ) H 2 SGTERT, FEHETRET BN 1 2 R FCRT RT3 7, HAZ O ORBEAE T IR R G KM AR BN
BE, LM E T OF RBESIERARAR ., MREAMBEA . R T 005, JSeBAMR R
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TRT A AR SR AT AT B AR
4.1. ZEFRREBBSEAETHNR

TESERZH 22210, 423 K 20 R B 78 (Genome-Wide Association Study, GWAS) £ % % H Ui aiy 51 i 141
M P15 (Prostate Stem Cell Antigen, PSCA). Fi& H 1 (Mucin 1, MUC1). f#%/l§EE Cel (Phospholipase C Epsilon
1, PLCE14E 5 B i 5 IEVE B B AH SR A8 AL Ar i, 4577 IR S8 KUK S A R DR R M, 80 U 2 25 T
w1, B5 H. pylori BEGAFAEP RN, JHORRKE[20]. fEACH A 22 S5MEMA T, H. pylori B4 FEUH
B e R M T B NIRRT R AR AR, BliRRr e WR E S, AR [21]. IR H,
DI WNAREI VRN s 27 N3 W=D [N i L @ SR i e TR A B SR = B g i N [ ER L R =
AR A R AR S I AR [22] 0 i 22 2 A HOR AT AE TORER AR Bt E 77 22 R T m S A, I HL
IR FEORERN S, 7R H. pylori B0 BRI 5 A BB R R LA

4.2. EF H. pylori BHHN Y BEEE

H. pylori IR 1B 157 5 VE A2 Pg YL SR ORI 32, o CagA 52 B EE N BUR 2 /118 1« MU
CagA H [ C oAl 42X EPIYA L7701 545K, RDRHIERGLIRA 3 20 9 ph 75 MR R . BiEFe k],
R CagA 51 LWEFRME SHP2 IS5 &R AN/ Sy, HLRE A ROt AR B L B 4n e fpe it . 25 A g 5
PR S . #E AL CagA BRI H. pylori &Y, KRNEVEZEGIEE 2. W bR & B X
B, RGP R CagA BIAREALHE MU B+ R 23] L, X TIEGARIA CagA FHVET
PRGN, ToRA TR B R 5, S NHERE AT IR ERIA YT, IFAEARBR A e W2 B B A .

43. MIULIFESTHAR

WRER H. pylori CHAESE TR 2 MR AR 5T, TR & UL T FUR A &
BEX, HROETES H pylori 3L 18 1 184% 5 8L, IRBIHIER R GG A, JF4RE ]
EZE A BT 5o AR B AN DX, AT AT I A S B A AT, B 3 — 20T/ H. py-
lori B JJFEDR 73 BAERT I, DMRALEE ST BURHOAE o BLAh, K& H. pylori IRERIGIT AN, Sl B PET TSNS JF 2
R IE S T AR R AT 0, BN KRN FE A 3R C Wik — PR B SO s s AR T A BG /T 7T
PR REARBRA . B B R R SOV, TR ERRIEE[24]. B YRS S RALBRS TR g, nIEs
PR B2 BT B e TSTS RO 8 e KA, T AR RAE IR AR rp ST B BE AL . ML 7 5 B 2k
fifo

5. BASB[ERTH. pylori Rt R

FeGimT FUR 2 05 T £ ZE DLARIR R A SR o, (H M A7 A2 2 2E R 15 R A0 AR [ A%
s, HIETIEHL, MBI EBRES N1 H. pylori IRYSHRE: NMBAAAE R AT 2 R, 14T
Rk E BUE ST PR, 2015 4, B L BERREARRRIIES, LHIRSEZFAT AR KAWL
(251, NBIIL H. pylori WRERIAIT IE S o BH W B P A2 3t R S it 1 RBEMERT L TR, HEzh 1 B 420 5
AT SN KA KR (261 HETHI WA H. pylori JGLME T\ B BURNLEI RS HEIG T RIR S B 1
N BREE (B E RN EE R NRAZORIE. RITEADKRIE. 752 e T4 b Sk i/ e e gt
BRI T ARIEAFRETR LT 107 0 BAE =R B R E . BRI B
FERE  WAGESS H. pylori I8 AR B . PR B AR B R L e H. pylori B35 KUK B 2R |
R ATARRAAA27]. H AT TS AR IR R SRR AR HEVR )T Xu S5 [28] B TR,
2 DM3189 (ACVRI i) FTa, H. pylori G/ B B FiBR A 2] 0035 . He 5#[29]82 i GFT 1
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BRETHTR, s5aidRS FTO M, w82 HEr CagA AN LR FiFtb. (HHATE RS K
PR B IR Ly 0y U BULAAAE 2 Mk, S A ARG bR, W i R 2 B
BRI Bl 5 R HE T T AU B O F L AL R AT 7 -

6. REERE

H. pylori &Y B KA N REZAEERRER, HildF @I, R hR 7T £
SRR H B RO SENL], X80 Correa ZK SN [a] 1B EHIE . DA BE IR R, ARER H. pylori
T RS B AR R ST R, R IE SR s W B AR . E AR A SR E XX, 4k 4k
it T A Rt A AL S A AR R o A Ak T A U, A AR TR e 2 (1 AR AR R 5 88 SR M [ 30] o
KRB IR H. pylori BURBURIFTFL, PRZBAG LA S TS, HESAL a5 IRERTT &
T2 SER[3 1] BEAE RS AERS 2 BLSHIERN, R TR RE . 7570 K T BUR L] & B B AR KA
BRSNS, Oy B A R BRI A 1 (58

E&WE

[k 75 45 B8 i 1 S 32 50 H 81357 FIBA (2024RS-CXTD-84); B4 T A {d BERMIF G5 BE S THit+ R &
HWIH (2024-PT-01); BEVEE & ZIRAA G 1.
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