L L S LI A
wcjd@wijgnet.com

9

R A LAY 20078E1H388; 15(1): 51-55
ISSN 1009-3079 CN 14-1260/R

L #k4:i8 REVIEW

12 E SDNAREEE R 5t

RE ZW, TAEHXFHESF —EREALMS TRT
400016

WIREE: ZH, 400016, BKMH, BRENAFHES—ER
SBIERY. jianggooddoctor@mail.china.com

E3135: 023-68891218
RS EEE: 2006-09-29 ESHHE: 2006-10-18

Relationship between
Helicobacter pylori and DNA
mismatch repair system

Ying Wu, Zheng Jiang

Ying Wu, Zheng Jiang, Department of Gastroenterology,
the First Affiliated Hospital of Chongqing Medical Univer-
sity, Chongqing 400016, China

Correspondence to: Zheng Jiang, Department of Gastro-
enterology, the First Affiliated Hospital of Chongqing Medi-
cal University, Chongqing 400016,

China. jianggooddoctor@mail.china.com

Received: 2006-09-29 Accepted: 2006-10-18

Abstract

Helicobacter pylori infection causes the defect of
mismatch repair (MMR) in eucaryotes, and mi-
crosatellite instability (MSI) in gastric epithelial
cells, which increases the spontaneous muta-
tion of relative genes, and finally results in the
susceptibility to tumors in human bodies. DNA
MMR can prevent the excessive proliferation of
mutant cells and development of tumors by cor-
recting mismatched bases, which occur in the
process of duplication and recombination, and
inducing apoptosis of the cells in which DNA
had been seriously impaired. The majority of the
mutation in mismatch repair gene is the gene
mutation in which substitution exceeds the ab-
sence or insertion of the single basic group. In
MMR, hMLH1 and hMSH2 gene are the main
controlling genes. Current research showed that
H pylori infection might lead to functional defect
of MMR, which had played an important role in
the development of gastric carcinomas. In this
article, we reviewed the correlations between H
pylori infection and DNA mismatch repair sys-
tem.
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Nan et a/*F110%]
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1) 4 e AT PR A it
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ZAR %, MSIFE
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B BRIk D DL AR B R m RN A1)
MH pylorii&Hv] UL H 350 H 241 fRDN A
NS RGN, XN H pyloriSUEL
B T HEa,

H 1970 AT KA B R M utHL Sig
2 HIDNAR LB & (mismatch repair, MMR) R 4;
LK, AATXHMMR &R G e A kA= v ik 4
KA R BLEIEAT T RS, BS T4 A
8 H ROt KSR, iR e th B R 588 5|k,
FER AR A i AEY . BUE RIS SR, el h
DN AR L FE LA FL 5 12, A PRI 8%
W) SE R AR E M, 40 ATV 2 Bk
SRR, XL RGAHE: (HVIREBE; (2)
BOIRAE (W ER B, Q) ER; (HEA B
52, G)EMIDNAS . MMMRIEF GELY IE
TDNAT A A A=A LT . MMR RS
AAGE 2] 1F BT DN AT 4 A0 52 117 A g i
B AC T R AR5 5 A1 A 1 A e R LS, L i
75 DN ASZ 3 7 T4 0 40 B 1A 98 1 1T 9 Bk ph 5%
AR A A KT A AR SRR A G
STHER 5248, PR 5 S0 g 1R XU 28 K1)
Pt KA SCHMMR K H 5 H pylori i & 1)
5Tk A E— 5.

1 MMREREVS S-S5t
MMRJE 41 i & ) J5 — P& Z AL, R H 4 RF
DNAS HIPREFE . #HE  SAR AR, 72
1852 S N ik R R Jo S AR AR 5 O A
POFE B 72 S RO R SE . H T R I 2 5 4
lic s IhRE LN 9 BThMSH2, hMSH3,
hMSH4, hMSH5, hMSH6(GTBP), hMLHI,
hMLH3, hPMS1HhPMS2, B54 5 K &
Muts[[{J5, G4 SMutLIEYE. NSRRI B
MMRRZAAAEZE 5, K FMutsFIMutLi
1T B IR — 2R A, it NSRS I — 2R
A, HohhMSH2AhMLH A 5 A% 1 JF S ok
¥ (hereditary nonpolyposis colorectal cancer,
HNPCC) LA W18 1) A 8 i 8 v 7 5% v B
191 1) 5 A 411,

hMSH2 & 55— M5 515 2] 1) AEMMR
FEIN, ZIEN S5E coli MutSTH L RIYE, b H B
DNAfSELE R LD, H W2 5 LS 1 550
B @ A%, FILIDNARE I 3185 5 N )
YEH. ANFIhMSH2{; TGt f42p21-22 |, L3
FZIDNAA K73 kb, F16MME 1, HAEE3

SR T, 47279 bp, 11488 7554, 1498 bp.
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IR PR AT IR, HAT B S DNABRAERSAC, 1Y
SEDNAS HLR S, deRFRE A fa e vk, A
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FH. MM R & figh & DA (14 2R 378 ] O DR 21 ) AN B
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B, LA TTIR10-500K, [ 2 A0 TR eeky  FRBIER, ORI ARG S i ) PR T s & 6 it

AR AL, A SOAZ A0 b LR T AR
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FEAER]. R e D Re B Be, HH 2 B D
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BTG 52 Ty e B B — A0 i AR 7 R AR — e ik
DAL L 00 s DR SR8 — JMJRE 1) B B XA A% 1k
k& AP K 9 (hereditary nonpolyposis colorec-
tal cancer, HNPCC). . Bl DL S L R
S5 IR Fh A BIIE S
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hMSH27k /b 5k 1 AR B g 582 UG AR R,
WFFTAESE, 76 F M STRH M ) bR h 72 EMMR
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S hMLH 1 5% KR35 SORHE 5 M STRH 1 5 e o
MMRIGk A % V195 % Nan et al*% 11041 5
Jaet R LU S 22080 i o) L AT T RIS, 45
RIhMLHLJA 8) 1 T AL M ST DI K,
MSTFH M EFhMLHLA 8) 7 F AR IR 2] T
71.4%, HIA/EE R EMMRAE 835 T B
KA.
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H pylori & FIEAGES I F 300 H, 345k
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Tt 1A= A 2R B I S LA 510 D 55—
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IR R, MM SO 228 AT, R LA
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1 DNA 4 B 1%
5 A% (DNA
mismatch repair
system, MMR):
w4 715 2 DNA
A B 0 B 5
F AR, E mE
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B, #EREARR
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5 B Es 2o 6k
WA EAIAN: B
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TMEZARR
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ThMLHIMhMSH22ERIASEH pyloriBUE 17
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