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i

B69: FET AT BRI (H pylor) Y 5 B RS K B R
ZiBd hMSH2, hMLHL Fl p53 EF ERHI XK E.

T35 W rALEYE 22 1, AROHUIRIE 37 B, RhIE
17 ], B R 3801, IEHXIR 1065, Mok Rz
TR H pylori &Gy, M 4it SPiERN hMSH2,
hMLH1 Fl p53 FFE R FEIL.

25 (1)hMSH27E B PR RIAFITER B8 s
KRB EH MR (67.1% vs 35.5%, 42.1%, 30.0%:
P<0.01), Hi, FEESANETIHEREES TE TS
AR RIB R (81.1% vs 54.5%, 52.9%; P <0.05);
hMLH11E B PR RIS R R T RS, (HeE#
PEZESR, ol | FEA0R R FE M 2R B HoAt P R
47.1% vs81.8%, 97.2%: P<0.001); p53 1 B M ha#Eik
FHMER S TR AL B RFEAIE R X R 47.4% vs
79%, 0.0%, 0.0%; P<0.001), Hd, {ERERL
PRI B TR P oIS 64.7%, 54.1% vs
22.7%; P<0.05).

QTERT LA, H pyloriJEY42H hMSH2 il hMLH1
FIFEIRPHP R M T AR A ARG, Hodh, B8 H pydori
YA hMSH2 WIS BHMER BB ARG (56.8% vs
81.3%)(P<0.05). BIESIETFAL H pylori G eH p53 B
IRPHE RS TR (H e B2 R

0 B A& R THE 5 hMSH2 fllps3 LRI & ik
H*: H pylori YN hMSH2, hMLH1 Fl p53 FE [ #Y
IEHWRGR, XUTReR H pylori BUBHINLHILZ —.

sedl, BRE, 170N, £850F, XEL 58, X, ITEE. SHOREN
hMSH2, hMLH1 70 p53 EEZIASW EMERRERFR. HREAEL
Z¥6 2004;12{12):2904-2907
http://www.wjgnet.com/1009-3079/12/2904.asp

0 SIS

BN A A KR REZFRZ, H pylori B2 H A H
WXEMEfERERZ ") H pylori B S8 5 5
FEH . PERLRAEEEC B (Mismatch repair, MMR)
R A A O, WFSEUESE , MMRAE I BEZ 2] IEDNAK
il R v A RS ST, R R A DGR R 9,
TR Y s B R B p AR e e, T Al i & A
HAETC £ AZE MMR ZEFEHER A MutS K5
hMSH2, hMSH3, hMSH6 F2k H MutL Z %/ hMLH1,
hPMS1, hPMS2 Flf 4 R B hMLH3, HoAf, &
LR hMSH2(human MutS homolog 2 gene)fll hMLH1
(human Mutl homolog 1 gene)'5 B & R BV o 1%
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G4k SP ¥, R T hMSH2, hMLH1 F1p53 76 H 2.1 FE . S RCE REEE H pylori B0 50 57.9%
. . BRMEFRIEFRAERIE, 0T H  (44/76), 64.5%(49/76)F1 68.4%(26/38), =HZIAJCT.
pylori B S5X =FILHEFEEXM KR, BT H  BEHEER

pylori IEHAE B I8 R AE K B E . 2.2 hMSH2 7 B ¥ 1 i 22k PR PR3 2 i TR A 41
(P<0.01), 7RI AR PRI SR B2 & T
1 MRS b g TS RS (P <0.05). hMLH1 75 B985 1 2635 BH

1.1 A4 76 Bl B EbR AR B KEERCF A —H B = PR TAREAL, HEBENEZEF(P>0.05), H

[ 2000-2002 4E B 55 PR gL, Hh B 556, & FERRROR 0 BRI 2208 7% I AL AR IRA (P <0.01). p53
P21 ] 8IS 39-89 %/, HIARIS 65 4. SN HAS 7 B PR B R B S T HRE AP <0.01),

A2, IR 22 6, RAMEARE 37 B, B Hh RN AR IR R PR R B T e A
I 17 1. 38 Bl B RARAYI AR FEE K, KB 21 HEHRIER (P <0.05)(% 1).

B, k17 B, AFE#23-71 %, AR 402, IF 2.3 PR ZI, H pylori 4] hMSH2 Fil hMLH1

HOHEBRA 10 1], Ry 55 S A A eER A B R R OREUE FRIZEIR BRI AR R ARG, Hod, B H pylori
W, Hpylori Ve, HIXHAM RS S E . Hrp B4 BRYUMAREGYA hMSH2 1 RA A 3 2 57(P<0.05).8

B, Lotke ], FkE24-64 %, AR 44 2. BIEA 6 BORRS 4 H pylori R pS3 A BIPE R Tk
L H pylori R 44451], B 32491; 38352201 H pylori B, (B #FH 2R (P>0.05)(3 2).

PR 49 5], BAPE 27 91 B REEIE N H pylori P 26 ],

B 1261 T A (B SR TR 4T H pyloriiG Yy . A1404] 3 e

A4 HE Jeto )5, mMAA 10 a Ul FTAERRERIE  H pylori B—FhIEN R4 Y, BoA Z/E T,

PR IR OB TE T T3 2L 12 7. 1994 47455 [ BRI RE W 8 S5 o B 9 T 2R B0 1. F
1.2 7% FEUFSE, EALAELNAH hMSH2 A hMLH 32 i 58 %2
1.2.1 H pylori B FeAe ] RBRERFAE X HE Y@ 3k H pylori YA . hMSH2 Rl hMLH1 B U5
PTG R BRME TN R B H pylori Y. DISRAE PCOREE AT RE,  7ETE T B A0 A B IR A A e A=

1.2.2 hMSH2, hMLH1 #= p53 & & ¢ 4&m  F P TEER. DNA & HI% 2 B B2 AL 7 DX P A [
hMSH2 B g P IAR (SE [H Calbiochem A F)); FLAMLHL B ik iSRRI, WEBEIE . B i . MR b
FEREDLIA(DE E Pharmingen A W)): $T pS3 MDA MR hMSH2 R IRIG IR FER AT BEIE
(D07, ZE[E Zymed A7)); SP fHsE A bidn & hMSH?2 78 B H gkt o, HAEfRa b sk
Zymed A R). FRARZAMEAM GRS bm VIR, & SRR X R 4 A B R B FhMSH2
S AL A S I SE B, CAIBRE T A TEREPEXS a8 B, FE3RR hMSH2 [ s 2k il DIME I (46 15 98
W&, DL PBS OB —Bi/EBAYENT HE . =R (A PRI EZEIA T PN AR R S g & A AR R L b, e T8 &
UL ARAZ PN A R (OO . A TR, hMLHL 78 BRI R T AREA L, R mmkE
SO0, PEPEANMIE A HOAT 20% i IRERES.  ATAEYS hMLHL AOMRRIAA X, X5 Kakar er al "k

St R X Wb ) & AR . hMLH1 5 hMSH2 7E3535 1 B
AR, e LT e L ay X Al Ht,
2 ©#HR ARG P R SR TR T e B T 5 i i R A

F1 hMSH2, hMLH1 # p53 ERFEFEREHLRA D FRA

hMSH2 hMLH1 p53
5 n kPSS (%) kPSS (%) ik PSR (%)
- + - + - +
BN 76 25 51 67.1° 14 62 81.6 40 36 47.4°
& AR 2 10 12 54.5 4 18 81.8 17 5 227
ik 43tk B 37 7 30 81.1° 1 36 97.2 17 20 54.1
R 17 8 9 529 9 8 47.1" 6 11 64.7
FEHHER 76 49 27 35.5 7 69 90.8 70 6 7.9
5 R 38 2 16 421 4 34 89.5 38 0 0.0
EHRE 10 7 3 30.0 2 8 80.0 10 0 0.0
X?=17.646, °P<0.01 vs ILIRLHLL X* = 52.479, *P<0.001 vs IEFELHLL X2 = 6.391, *P<0.05 vs = T AMLIRIE, BERE: X2= 8.071, "P<0.05 vs {R/3 b IR0E Bh

YRR X2 = 19.564, °P <0.001 vs HADFIRP IR,
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&2 hMSH2, hMLH1 #1 p53 BERNFL Sl TEHFRREN<R

hMSH2 hMLH1 p53
43 n REHEE%) REHEE%) TR %)
- + - + - +
H pylor* BIEHL 44 19 25 56.8° 10 34 77.2 21 23 523
H pylori™ B iR 32 6 26 81.3 4 28 87.5 19 13 40.6
H pylor™ 33404, 49 34 15 30.6 6 43 87.8 43 6 12.2
H pylor™ 35404, 27 15 12 44.4 1 26 96.3 27 0 0.0
H pylori* B REFIE 26 16 10 38.5 17 9 34.6 26 0 0.0
H pylori™ B REHIR 12 6 6 50.0 7 5 41.7 12 0 0.0

am

¥ =5.010, *P<0.05vs H pylori~ Bg4HL

pS3FEREAZ S R IG5 A IRg A O A =i 2
, Gt M.53 000 FUAZEEEE T, S S5 A8
WP AR p53 AR Gy BRfSHAT, #1447 DNA BB E
&2 OIS AR T 28787 p53 MIf5E DNA 54519
MM R e L pS3 SRS AE s, R Y
PRI, PrlstR e, T AR S AL AR
BATEI, pS37E BN FA MR 2w TR 4,
FEAH L B RN T b i, 7E B R FNIE R ZE
JEHTEHTR, B p53 5 BRI MEA

AL JLAERXT H pylori IR AWM ST, KZH°F
NN H pylori GBI B 18— G WIS M R B
RIS AEB R W E A | SR A 2 R
AT AR R SR, H pylor B B A /- T-HLET
AR, T B8 RIH T H pylor 7= R R E AN 40 it
HRE, DS B HENAPRENGEERCE,
A, BREIE R ARG A e, DA R AR,
FEANIL MR . B AT, 2T H pylori IG5 p53 %
AT HERA—E — et R BB I H pylori
FEE pS3 IR ZH B ST H pylori IS, XFHE
TS 2R R p53 3 FEFGR B UM i S B W e
pS53 GBI H pylori WA, H pylori BT
R pS3 27 A 2 H U R A (CagA)BH
YE H pyloriTEGETE B8 p53 287 g B E ™. ek
P gE R, 98 SRR H pylori G4 p53 13
IKPHPE RS & TR, R EARR B E,
(R E AR I, XA TR ST X R
7~ H pylori YL AT BEALEE p53 RERRAE, RATF=HY10:
ER D I s = S R N Pl 2

Kim et al &P, 7B BSR40 55 250 s
I H pylori J5, hMLH1 F hMSH2 B: R A6k TR,
WOAR H pylor/BeBES |55 hMLH1 FIhMSH2 FE AR .
WATEBL, 1EFrA SR ALF, H pylori B4
hMLH1 1 hMSH?2 (132305 BE I 2835 00 1 i R ik e
4, Hep, B H pylori 4 hMSH2 [k B
BT AR, XFSE T Kim (92518, ditE—20ut
W] H pylori AN p53 45 FiF SR 3R A 2 m
[FI A MMR X 2% b N gy Feik o — e m, 1

IXFPSZ 00 T DNA K il R o 7 A RO BRAREE IO AS BE T
B A B, T T B A 2 R BB IE
KSR, SRR MR R E A R BRI S B, A
HIIEABERA .

B, BEAEA KRS hMSH2 Fil p53 HE 8 &
FERE K H pylor G2 hMSH2 , hMLH1 #l p53 3t
RIIE 3 2R3k, X AJRER: H pylori BURMIPLH Z —.
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ERERBHAATABETHLLC, 2EREMTELGEHEESL
FEE BF A 100039

R G RAF A S AT A, No. C03011402, No. C30070689
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i

B9: ikt ke AR cDNA SO E 5 Z AT 4%
(HBV)AT-HI- S EAAHEAEHEABFER, HETa1- 8-
S 1E HBV U " a91E .

T35 MSEHT — B - S HIEE RO R A, SR AIBERERL
TR FGEE NP DNA SO, I A RN 14
VG R BN, ML R T 0.

R VS 7 4N HET -1 - S ERRF RS SHRTE R
B, Ho4udh 30 e Rz BRI 8 ARSI BERER.

e wlE 5 AR RIFERT-AI- S AL S R4
BEREN, KHE—ASCAT - B -SAE HBV Soirh 91
B LA

e, P, B XE, T, TR, Bis BT, SR 08
oDNASIFIZ ISRl - Hl-S EOS S BORREME. RENHK

Z¥6 2004;12(10):2907-2910
http://www.wjgnet.com/1009-3079/12/2907.asp

0 515

CHRIFTRIFHE(HBV)B W, AMUGHER . BN

BUMR, MH S4B HCC) 1
KR BB HBV AR/ N R R, R
FERA LRSS, 293 200 MRS (bp), HBV 2/
B AN ITHOERSHESR(ORF), r i 4 S, G PL XX,
4/~ ORF P FRE M E IR K LA, HAEY = ohfe A
AR, Hrg S IXCHEAS R IR B RS F-(ATG)T XA
A5 AT -S1. R -S2 1S =ANX, B -S1. Hj-S2
AR 8 O R IR — Pl SR I (in frame) i
TTENFEN. i E R et al"“ S T EHBVIR A TRR 2 5L
BRI A1 T v B RF 9 AT, R BRI -S1 X Z BT iR
YE—A~ORF, KJE 135 bp, 4L 45 aa, ¥ HATZ T -
A -SIX, FF7EREF O iR HBV IE R 40 FR 752 Tk E.
W1 et al "R - HIF —S ZE RS 35 750 1) 4 78 i st
TEERYRFFEIESE, R - AT -S- ZEX ORF FiifAt 751 E
BRI TIEME, #E—Es T HE A A ET - 7T -S 4
b R 7E. SRR o 3 1 o ] A B R T S8
HIREM, FREEE A AR A 2 RIVE R N &
ORI S Ryt — WS RT - AT -S- 2R TE HBV
R ER, FRATR B R DA B R F R 5 T
gAML A EAE RS T, R — R A E LS, X
XFF BT HBV SUm LG, AR5 i6 B R A B %

1 #MRRGEE

1.1 M# pGBKT7-BD Fif&# IR, Saccharomyces
cerevisiae AH109 ERERR . Y187 BERERR(K1612-1), A
cDNA TR FEZE W B Clontech 2y ). R} YPDA K
i3k SD/-Trp. SD/-Leu. SD/~Trp/~Leu. SD/~Trp/~Lew/
—His. SD/=Trp/-Leu/~His/-Ade 3533 3E, X-0— F BT
FFGal)E MW B Clontech A7), “PRRERAR T . BERRERIA H
Sigma A\ F). H & EUBRZAWESB), AR2Z= Al KIBAFE





