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Accumulation of Somatic Mutations in 7P531n Gastric Epithelium
with Helicobacter pylori infection.

%%X%H . CSEVIL - Sl S S, E= Sz -2 SebL iz
(Helicobacter pylort &G 1Y 5 1B IR 23517 5 TP53BIn A5 D%E
%)
GRXNKFOERT)

MR & BT

Helicobacter pylori (H. pylori) JEY-ZHE S @IEEREZE R E LTHENRAET S Z &1L <
DAIVTNDD, BRI OWTUIE AR RSN Z, ZIVETIZ, H pylort DFEFHGHEGY
(2L DEBMERIESUGIZ L 0 . ASSEHL L Q0 E RS Sl s i ER%E Activation-induced
cytidine deaminase (AID) )3 FEBIFEE S, B 48502 B2 bAVER, SBHESID T &M,
BEOWEICTG L WD DG SN TE T2, 22T, AWM TIE. H pylort G L 5180
IR I D 18 n - O RMMG 2B HINTT 5 2 L T, BBOREFAHONTT 5 2
LERHMET S,

I

H. pylort BtEDEHE 5 TEFIDRER e HONIIEERE SR O\ T, it —7 o h—%H
W BT ) AT BT o T, v b UL, SIEBIORRYILD U o ERSEi ShhH L
TR R, (B A OIEFIO—HHZT (SNP) 250 LT, 18 E ISR AT 25 DR
77 W EFET D201, H pylori BP0 B 28 JEI L OFEEEE % 6 IEFIC VLT, B
HERRL 2331 2 R8RSR s D deep sequencing i1 21T o7, AID ZFgeEls w7zt & TP53
) oI A = ADBRMEIRIT S e N TP53ER -0 deep sequencing T4 1T-7-,

FEo

BTV RN OIR, BRI 178 i, FREEEE SRR oY) 28 OB s AR
Kt &AL, 72 T BEB SRR S S E S F B TAENERE L WD Z ERHL)
Erpol=, H pylori YL LY S HRKED deep sequencing fENTAHIE, HESIER] 28 FiH 11 31]
DE RN TP53 B TR, 4 I ARIDIA &5 EEIEET 5 Z LD oT-, &5
(2. BIIER 6 5 4 BB IR IBNT S TPo3EIGFERMER L TS Z LB BN 722
ST, 5. H. pylori FEMEO R BHRIFIZITZN 5 O s F AR I S e -7z, BMGRNC
LI, FNHD TPE3BIGTERDIZEALTE, ZHE CTHE CTHREDOH DI E —Ed 5 2
E bR,

WIZ, BT AR TR DAV BT D8 AR DWW, R b & — o Ofiffr
Eirotn& 24, COSTA RN 489%% 50D Z LiVoyhnotz, S5HIZ, CG>TA BROFI%
OEHNETHRT= & Z A, GpCpX EFINBEEIZSL\ A TH D Z EMH LN o7, Z ORI
AID AR AN DRHRHBRI B8 & S s, £, ZEiiEh:H 2SkED deep sequencing
AT TR BTz TP53 & n TAEROERIE /2 — L DT T, 1% Y GpCpX Bdd 1T 5
C:G>TA EEPMEEICZNZ ENHLMNE o7, bbb, BRI T < FEREE Sk
(2B D8 TR 2 — 8 AID [ZRHBEI X Z — T D Z Db E o7,

BZIZ, BESRECOE N TP53 En ARARIZIT 5 AID OFEZ S HIZHOLMNZT 5729
12, & N TP53ESNE~ T A Tips3BidVeEi Ui s TP53 ) v /A~ AL, AlD ZiaE
FNHELT D AID F 7 AV 2=y 7w U AZELSH, 12 AO BRI/ ET D N TP53
TBIEFZERI OV T deep sequencing il 24T-7=, TIEF G PEDAID T AV 2= 7<)
ZDERHELE b TP RIS D ENHBINE oot — 05, BARIOE b TP53
oI A= ADOBRMEIIT 6 VEF 1 JLIZ e b TP53 B 5 A RATROT-DIHTh 7=, BRE
W LT, ENOOEEINIOITE A LT FEECIS AN E—BTHbDTHY , &
FoRE— % GpCpX Bdd BT 5 CG>TA # 2 L TWD Z LGRS,

B

H. pylori &G 3 218 H IR 33\ Tl F8 R IR S 1 TP53 % 5okl x 70i8fn
TN ERE L QD Z e BN Ip o7, 70, H pylort YT X 5 BRI B TR,
TELAHREEREE AID D& o AR ROERITELS 592 Z LAVRBR Sz,

GRCEEORBROIET)

W1 Helicobacter pylori (H. pylori)EULic & 218 & 275 R AET 5 2 L3 5
NTWDD, ORI OO TUIRILRRNZ, £ 2 THEEA bIE. BROIREE
R & 72 2 1@VEH AR IS 28 PR 2 T2 Z LIk 0 . B T/
U DIBIEF-EE ORI OV T ORRZ1T o 72,

F9°. H. pylori &Y & D I8MEE JSRIE SR U B L OV O S0 1SMEE Jekk
OBy ) ARPIZ LD | BB IR S & S E B s T RENEET 52 &0
B2 E 72572, deep sequencing fIEHTAN S 1, 12 SRR 21T TPE3 s 122 BN
\ZIETET D Z e GMNE T oT2, ZIUHOfRNTIZ LV [FIE S o n A2 RO
B 3% —r Ogatn Bk, BHER L OH. pylori B X 18 E Sk A Uz s+
DL 1%, BIsFHRERSE Activation-induced cytidine deaminase (AID) DEF I Z454HY
RIS 2 B LTS 2 L W3inoTe, £ 2T, B FTPS3 ) w7 A v AL AID
EEFEINCRBT D N7 AV 2=y Vv U AOREFERET72 & 2 A, BAEIRIC
AID 2MEFINCIEET 5 Z LIk, B FER T RO DML TP53 Ein+-
BHINEHRITAET D Z L fEd Iz,

PLEZ Y H. pylori BT K D18 H JRBI I TPS3 a2 RN L Tl | £
DAEROHFR I B S FHREEREE AID 238 BIE- L T\ 5 ATREMEDS R S 4172,

AHFZEE. H. pylori &Y X 2 I8PEE 212361 5 15 T- 55 O R ORI Bk
L. BEEORRICTHGT D L ZH0B%0,

LIei3oC Aeddidt: (=% ) OFfGmCs LTSS b Ladd 2,
20k, AN G- HGEE L, TR 26 457 A 9 HEREORSING & AU BE L 734
ZiF. A ERDOLNIZHLDTH D,

HEABAAHER - & A B LU




