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[FR] AFICBW L, BEIE3FBRIHCEOEVETHY . £ DKL Helicobacter
pylori(H. pylor)i&%«T&H 5, Uemura O, il & 28— MIEZEIZIS W T, BH#EIX H pylori 15
WEDOLNSFET D Z & &2 L7z (Uemura N et al. N Engl J Med, 2001), —J5, FAET
13 H. pylori RIEGED AT V—=v 7k E UCHIE H. pylori ik & X7 7 7 k% VLT
ABCD O 4 B2 3% %5 ABC 4338 (ABC B Y A 7 J@hifbiidt) " &KX LTS, 209 b,
Uk « XT ) FAENIRICREMED A BEL. H. pylori RIEYFE Y LERO U 2 7 HPMROEE
LHWr s TV D,

H. pylori RIEGE A C L e (H pylori RIEGH i HpNGC) 3MZRRETH Y . T DK
PEIZH B 22T, T HIZ HpNGC & LT 415 2 & LW EIBRAgE (SRCCIZ DWW T
ZOAEYTFRIFFEIT 620272 5 TORW ITFEOME Tl H. pylori&IES: SRCC 1T H. pylori
Btk SRCC & bhi L, IRIEIFHAE MRV BV 2 & 23 S 41TV % (Horiuchi Y. e al. Gastric
Cancer, 2016) , 7=, H. pylori REGE 580 Hi5 SRCC X, CDH1 AR LW EE S
LBIEMEOREAMERRE (HDGC) EAEEEIL TR, ZTOIFE A EPHENICEEL Z &
HEE SN TV 5 (Funakoshi T. et al. Gastric Cancer, 22, 2019) .

[ B8] TAEICEIT S HpNGC OEERFERAIRHEZ B S L,  DICEE R 2B
T5 2 LIS X0 AR B 2 RIS T 5,

[x5 & F51k] Study 1:[EN 9 figk £ V. ABC Z08IZ T A B & HE S AVTIEFNZ T A L7 B
HER 109 2 %k Uiz, Zib &, WHEBRZERHIE LY H. pylori RIEGBITAIYE 9% AN #f
& H pylori FEIYER] (BUEY 2 LREEYY) (THS T 5 AP BEICE L. isat L7z, AN
FXED H pylori RIEGE 21078 L, NHREEHIEIZERNE 2 e <. o H. pylori Y23
Ettchsd b, EEFE L, AP BT H. pylort YL ZH0E L, PARSEANC AR « A
IZHEL C C2 UL EDFEMEZFRD D>, D H. pylori YL WA N EDO L O L EFR LT,
Study 2: %513 1998 476 2017 FFIZ IR R Fbids KX OBEREL T2 L7z H. pylori A&
Y« SRCC 17 5l & RIRs D H. pylori 4 SRCC34 {5l % x5 & LTz, WD Hi AR IH B - )RR &
42 ki, v—WV—<Arub A rarwHAWC, H pylori Ri&G: SRCCT #i Ckh
PR 5 151 IRAEHRE 2 511) OFREE A & DNA Zfhit L. R R RICBE T 5 10 8{s 1 (CDHI,
TP53, ARIDIA, KRAS, PIK3CA, ERBB3, FBXW7, TGFBR1, RHOA, and MAK2KIDIZ>\\ T
WA —7 = =2 D TEIR FERZAT o 7o, KRICIE, 7 681D H. pylort BE44B5% SRCC
W=,

[#528] Study 1: ABEFE 109 0 5 B, KEHKD 102 Bl AP FEZ B S, AN BEIZ K
SNT=DITHT N TH (6.4%) Th-oTo, AP REE R L7286 O AN BEORRIRAORFEIL, A4
BHTHY ., MHREFRIIE R TORERN SRCC Th - 72, Study 2 H. pylori KIFEY: SRCC DIE
%, H. pylori &Y% SRCC &Lt L, BIEEALCTH Y IEERN /NS0 o> 72, Brinkman index
IIAEETIENL OO, BIEEOEIAIT H pylori XEY4: SRCC TEERTH o712, BIEFBRRIC
BT, H pylori XFEY: SRCC TCDH1 ® 7 L—AT 7 MEREN, #E D SRCC #40H &
ORIE DA LR R 73, BT TR T, & 512, TP53 D X At ALRIT H. pylori K%



Yes KOG SRCC Wi TRt S 417=, HpNGC D SRCC (IZHBW\W T, BEIZ IV AL D L &
NTH5 CtoARRITIR LN TZ,

[#53] ABC #212d61) 2 AREE, X7 LY H. pylori RREYRFE 2 BT, KO A BEEE
SEFI DO RES 1% H pylori I&YFITH -7, HpNGC FllZ AREHBED Z< —E0TH D . FEH
IRERRG A s & T ORI PN R BR AR 2N R el g T o 72, H. pylori KEG: SRCC
13 H. pylori J#Y%: SRCC & I3EERFMEN R > T2, & 512, H pylori RiEYG: SRCC IZHI1T
% BB R 1 O driver gene mutation Z R CHIO THER L7z, DO & XV H pylori &
&Y SRCC 1%, H. pylori &Y% SRCC [FIERDIREIGIEREL A+ 2 Z L DR ST,



