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O WX 4 Helicobacter pylori-induced enlarged-fold gastritis is associated
with increased mutagenicity of gastric juice, increased oxidative
DNA damage, and an increased risk of gastric carcinoma
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HECIEAROBERK (I S5mmPh k) 24E5BEBIRAAEA (Enlarged fold gastritis) A%
Helicobacter. pyloribAF (HP) IBYIZ L W B S HHPHRO—RBTHB Z L ZWALMIC L TE T, MEEL
R 5% TR E BRI O JERI IR EE & IR ER OBEREZRD, BOWMIIET LAY R ) viEEZ 2T,
TR D TL-1 B CHCFDEEAE DM U, ERRMADMFTTHEA B 5, T b DR Tcarcinogenesisk Juit
SELHAEESEXDOND, AMAETRIBEEEAXRFREBENERONA VR IBTHINE I PEHLMCT
B, BHEMOMEIR L FE L OBEZEZOCRFN L, S6I0. MEREAREABE BT 2HRPER
RS E B L OB R ORRLADNAREIZ DV TRET LTz,

(F#leb CIL/ER)

EREMR TIIRARRZZZE O HH HH. pylori Bt B B BE 13561 (51254, K104  29- 6 95 FH535%)
ExtHE L, EEAICHIE Ltk £4% <y F SEPBEF 1441 (B1304. k114 FH538) 2=k
n—n e Lk, BEZEERIRT 4 VA0 1 17 OB ERESOBRERZHIE LT O PIfEz &8 A OmERL

Uiz, BERNOHI-BEDOA v XITMER, Amll T2 1L 35L 5m T3.1 /% 6mnT8. 6/% 7nm LAET

1435, 515 & BB OBMOBEE TSR LTy XKIZAFICHM LI,

WICHEIEARERBEOHROERFMEORN 2 Lz, BYZEMICHEEZAVW T3 00M HEERRL,

Salmonella typhimuriumfk (TA98,TA100) IZERZHX HME Dk H DAnes X THBEOERFEMZHE L

To. BEEREAMERBETIZ, P BEBIOBMEa Y ho—VBH L 8 LT, frame shift B3 5 TAISK

CTHpoint mutationZ BT ZTAIOOBKR TOHABICERFEOHMB A DT, i, THDIIHPREICL Y A&

HE L, &5 HEBENOBRCADNARE Z R Lic, PRSIRRICERTR Lo ARB-E Y. DNAZHIH L

HPLC-ECD#: TR{LAYDNAR 45 D 542 T % 8-hydroxydeoxyguanosin (LLF8-0HdG) B ZHBIEMRST LIz, MEERKAE

REBEO BB TIZ, PRERE L LB LT, FE. BEBTHHRICS-OHCROWMB AR DT, FifiE

JERZ D22 WHPR B E I LA C 8 -0Hd CROFERBMA A biz, ThDIXREICLVARICET

Lz,

(G &)

AR LY HERAREREBEIEERIEDONA VR THD 2 &85OI S, SRR E K BE

IIHPRRE OFBHIXI RICT RETH B EEZEx b,

BXEEDOHRNDEE

BEIEKAE RIIEEHORERK (B 5mmlh k) 245 BHelicobacter. pylori(HP) B R TH 5,
AHFETIEIHEERBERBENEBONS VR IBETHENEHONICT B, BEKED
BEELER L OBELSEYHICRFL, BEOAI=X20L LTERTERFEMHMERB LT
BB OB LHIDNABES I OV TRET L7z, HEMRTIIBBEI DA TR OA v XHLITHEE, 4
mPA FZ1E$5E 5mm T3 1 f£6nmT8. 66% 7mm LA_ETiE35. 5fF & BB ORMOBEIZIS U TA
v R RICHM LT, Ames 2 - = HIROERFEHORI CIIREIEXEIH X EHE TiX, HP &
HBIOEEa Y bu— A BELREL T, ARECERFRAOBMA AL b, T bIZHPREIZ LY
HFEIZHE L7, & 5iz8-hydroxydeoxyguanosin (8-0HdG) &% HlIE L B KRN DEL{LAIDNARLE % B
U7, SRIEXRERBEOEHETIX, HPRIMEBE L ik LT, AiEER. H 4 T A EIT8-0HdG
BOBMBH SN, EBERKE DR\ OHPEIEEEIC LE T 8 -0Hd CRDAE R BMAS
Zohik, INORREICEIVABIETLE, 2 b OARBFEIC & BB EARETE
BRIEONA VABETH Y EENRENRBETHEZLAHALNERoT, AFRiE. §10 TRE
EABMEABELERLOBREHALNILERITHY, 0 LVREMNSBELZRBLAEZ LI
EACET B LE XD,





