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0 35I8

19834F IR A I £ Z2 il S = 5% 11 5 BB % Uifi Warren
A5z 2] BE Il Marshal I e g sl o) 43 15 H A 1] 2T 1
(H pylori), ¥F1 T NZEWF5EH pylori 5 '8 ¥k 5 &
WY F 4%, BIRHCE TIRZ B ImE g e, e vl
Wi, H pylori 5181 S & . W7 B E A
S A O Th O R 2H 21 (MALT) 7k B4 908 %35 1) AR ¢ 129,
H pylori W25, IS @R EERMEN, ff
‘B RETE B EASF R VE IR EE v e R4, H pylori
FEAE R R A B R VR B9 6 RE 1 I8 B 3R R B
H pyloriE 4 ik GEFEAILIAR ™ Az SR FN G fiE SUNE, 52 ]
HiR. BHMENSW, 5ES LAMpET, 5
H— RN T L.

1 H pylorBIRZ S FIFFHIE

H pylorii&—Fh 22 Y, SIE AR 25 il i 40 .
BEF, WARA—dmnl W4-7 5 B B0 M. 4324, D)
Wi ] WHEETS . H pyloriG R SR IKIB ShRE 1, W]
DS T HEE L MR EwZ, R TH
Bz AR R AT 19974EH pylori 26 6951 4 K5 [H FF 41

Ly e ke, JEHR TSR, K/NAL 667 867 bp,
1 5904 FF ik bl 12 HE (ORFs), 5 #|H 4 (4 ADNARY
91%M.

2 H pyloriX B0 R IEIVIRE

FEIEH 0B B L, B 1 Rz 430 i b v AN Rz 44
JHL D % A M S5 2E T R . S R A B
1EHT R I SR ELHIAE . 19984EGoodwin er /i T
TETER UL, TR T H pylorixt S 25 1R 5
B T Y S A B R e L A R T, B RE
PR I RG22 B IR (I A, YRRz
2NH pyloriry B F B8 B E 1), 5825315 H R 1n)
SRECOE B Je KRS, 203 I i 458405 RN i iz T .
H pylorit’)e: R A s EVE R A BE LS H pyloriids 3 (1)
R A 2 0 ¥ it 1l 7 I B 47

2.1 B E L mie A F Xk G 19884 Leunk et
al™ Vi 5 BH pylorit] s 5 3 35 S AT — R A
XJ 431 B M 87 000MI 4Nl i TE R, B REflT Heladn ik
AN [RVRR B () 25 Y AR M. X PR R N S A R
(vacuolating cytotoxin, VacA). Zifi5VacARY LK AvacA,
vacASL R TE T H pylorikk b 4781, (BAXA50%
LEATIH pylori A VacAZE P #55. VacAXT E
Bz AR B REMEVE T, T 5 g A 405
MERE R RBEE. Li et al™ W5 R AVacASE T 15
SO 240 L e A TR 1) SR AR S5 A% SR E 23 A S Vac AU f 5
WWASVE I EALE, AR TH pyloriks S et T 8 26
[ . T Suzuki et a4 % BiVacABE il B kB
FE A 72 A BN, T EE I BEEEAH pylorikE S S i
g H kS TR B AR E .

Cover et a/™ & M, 7EVacASAVEIH pyloris Fik
HAFAE—FP AR X 43 F J5 i M, 128 00014 25 1 5T, iX
T4 o 0% R Oy 400 i 75 25 4 O 2K 1 (cytotoxin associating
gene protein, CagA). 4ifiCagAn) 5L FycagA, BAFE
£ F60-70% H pyloritzitk b, (B JLT- i Y cagARH
PR R ] 7= A2 Cag AZE 1. CagAJe:—Fh a2 B M4t
J5, A S 1E £ A Bt Cag AR, (BTGB R PR HLIREL
B R R PUIA, BIABEIE BRIRNH pyloriiEdy, 2
CagA MR- HEBT.

Censini et a/**' CagAH{E: i CCUG L7874 H pylori
HHEHETTDNAST TG, 2 Hicag AZUs & (pathogenicity
island, PAIFIHE S, CagA PAISEH pylori IR FE K 40
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40 kb [YIDNAJE AJFSI, 7T Gl 31 a5 5 R K 7
RT3 WAHLEEA G . CagA PAIT] 43 hcagA
I X FiicagA T [X 15, H-rpcagA T X8 & cagA-cagl,
cagL-cagRZ: T IishE, cagA Il X8 % cagS, cagT45: T
JCEEHE. CagABIN & —HT B RIMIE W RS, |
cagABUR & (LT 2 hn iz —7. Xiang er /™ HRHE H:
cagAZE A A JCH K Z8H pylorili K5y B 5 Wi
7, 1 B ficagA, FKikCagAEH, AAT RGN, 1
I JocagA, AFiACagAE [, TLHE R TE. W9TIE
SZcag AL R A7 7 S8 7= A A TG PR 25 5 & (VacA)
FITAZRLIR), S RE P 2F 40 B R 7 1 -8 A TR TSt S 8t e 3%
HFNF-«B, hieE B 265 a2 238455, dam H Rk &
cagAL K HIH pylori B FR 2 e d AR

HATHF5T 2%, CagABEHicagA-PAIZi LY IV
BRI R Ge 538 N e A, JF7e Horh gk b, ok
PR fb Cag A TR 4 7 20 T 286 REAS A2 10 i = At v, T i)
FEARGERE, IS4 20 i B 28 vh WL Bh & 4 55 14y, TR
o[ 2 £ R e s o O VB @ T O - A o
ST A B A A DR 1 AR . 3 S84 T T g
5 CagA "R HRE B A . AIRIH pyloriFikCagAsy 1
SRR A7 i 2 /DA — 3, oAy SE R AR n] 64 (399),
T A5 6 B ok I ] R IV 26 - 0 25 56 T R it B 1T G 5
CagAfEiz Af5 T 401 (26695), X 44 K K #R Al fE 52
CagAWE IR L FIAH N DI RE B4 & #5. 1X 7] BE & Cag A" T #k
JRYL 506 0 R PR J LR R R 2 —.
Bauer et a/ P& BASL A TR 1t HL 7 5 40 A D5 28 3 1)
T B B b AU pyloriEEL B RN, I A
ARG R B 2. Hitmsk §E.
2.2 fFE B IRER AR PR
i, B ERR Y B TR, HISS BRI, i AH TR
TR, A TR T S A o R, IR =R
TRAGER, THeani o fe s, 3 man A v,
LR, R E R ] SR s i A v, Hah ek
DL FVac AT B 2 1 A PP WA ER 2 1 B 7% 14 DR 22
FE I 1 VT {6l 200 R ke A o B S BE BT AL A1, TR 2K
AR By i ] P AT AL, B A A
PBE RN,
2.3 FhikBe BRI 20 RS AEE A, A8 A
WeAKAL G YR PR 1, 76 B ARG R i
PR R 3 SE 38 (AT B Ik B R Az B A o (an
FR), £ FEALREE . B MRS S Ak 4 R 2 A it
F. H pylorifey= A= — s i E R B, ARSMIFSE BoR
BB R B AN AR AN SR e PO B
ff AR HEH Y B I SR K, 3 AR AR B, R IR PR R
A FITH pylorittiiz s, iH pyloris; ¥ tt. H pylori
SR T 266 25 B i, WL AN A9, T e R
H pylorfit) 53U =) 3 e 2 25 1 0 S R e 5, alie
M HMRNAR 5 7 FZe4%. i Al-Marhoon et a/ "]

T H pyloriFAPEFI IV S RZ AR RE, K L& Z [H]
P 2ZERITeg T 5 X

2.4 g %4 ERNEE AR R e B TR B —Fp
HRANET, H pyloriy=": IR Z2 K5 (LPS) REAM Hl 15 )2
IR A IR BRI 2 B8 B 2 R 45 G, 1
s E R LB, SECE B ERY, R
S LPSHy RS AR, AN, H pyloriik v 55 40 i fh 3k
JEAGIV BRI £V i R RN B R A 5 5 2 11 S5 ) T A
H, 1 R A A,

2.5 FRBEFemk R BEA TEH 1N A0 B B i DL )2
PR, B E6 T AR TR e AR LR, B IR R
I BREL, PRRFE KM R B EAEH. H pylorii R A
Tl 1R TR A RT i 248 L JSE B 9 b i g o RN, IR
241 A 14 S R P R TR P B B T BB, IR BEAR 1l
i AEA: DU R T, T2 LT 41) i 2R R I 2R A5 0
AT, AT ARE VL. BRGS0 A R it = 0 5 1 DR
X 20 M TR AT B E .

3 H pylori T SIEEN e R N
3.1 KR M H pylori—BEM T BEHE L, H g
i Al 2 A 00 e 8 T 2E N R R R W R AL, 1 T L
W FNF-kB. NF-kBJ& it s [+, Al I fz 2 fifg
ol H A 20 A o i 1L -8 LA K HoAth s AL R -, b R
RAEANL, (e INMENEAT 2 E LA, FEEAE
JZREP*S WA, H pylorilE&d 5 A A 2
JHL R 1) 5 PR A S RN AT i PR P S T IR R . =
M. MR . TNFafl& AL, ST E 1R g B
(R 20 B B VE FH. 7 SR AE I HH 9 iE 41 i 14 3 Pl
IR - Rz A o 3 e, LA 4T e O e R e 4 2L e,
AUF R 2 PGD2A (H — I REY Sk M4, 80 i 4 1) 300 375
P, (5 B A K . SR A0 AR mT = A S PR AR
HII(ROS), K PEEACII(RNS), 13 B 2R,
3.2 %R H pylorfiEGeimt B F Rz 240 00T 3 B PR,
AL E " APCRIMEH, A4 S8 ™. APC
JETRREHHE . N TRALBEBTR, IR S 4 bR
5P bR L 0 ) — 2 SR e A L T L A R S
SIERPA N Z: ThAFITh2R %, ThiZiM3 5 40 4y
S GPERIES, 4P IIL-2. IFN-yFITNFP, X5 321 il
B L Bz 0005, ThL R 28 R i 1 ¢ A 200 e DXL = T 344
FashUJR Wik, S LRI IET:. Th2di s
Joh TR S T 1) 3 D 8 IO 28 RN A BBURL E, A3BA IL-4
IL-5. 1L-6. IL-10%400EH F, A AT 1m EHPR A0 .
H pyloriEGLit LIThAR 2k 3, H pylori) B AY,
i ERRE R R, A5 IOE R R 6k ke
A N S RET I (LFA-3) AT 5 Th i 2 42037,

H pyloriIE3en] 3 8CH 40 7= A Ja 3 F0 4 B i1
H pylorite SYEUR, S5 Sere )N, X ik
ARSI ALIGA, R REAR I 15 R MALS B s PR AN,
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] i A A B, A PRl E s R
A5,

4 HpylorngZInBER. BIHREREID W
4.1 B B sk m H pylorBGs 5 R I 431 Bk
T E RERCE TR ELEB/EN ) ILE
B R, SR N FRE RN
Aoy, AL AT BE AR KR, I K
BEIPR A BRI . EEE e R(R L EEME
A&, JFLLB AR 3) AT R EOE R s/, AR AL
B SR B 25 4 1 G AN R D, B R
WL RSN S 4 S BORE 2 M R B e, (il R
SYUBIEL; BRI IG SRE R E T REAN A TIIRE, SRE S
A R B IR AT RN B R () S, A BFSEIESEH pylori
SR = A B IL-1p AT 5 A Akl B R 3. Liu et af ™
HRIEH pyloriEGL Al B RGN 2, DAL, N
SR B BRI 3. Z2H0H pylori s+ () B R 25 4
R, H R LV SR B, (AR5 B AR
JIES, B BRI el 50N Thong-Ngam et af "WF5¢ &
PR 48 h B B EH K -ATPRE IG5 H pylorit)
4.2 3 B Mg & okt h
4210 R R ik FE H pyloriBA I B W MRE AN
F5L, MRBRH pyloriM I B R K R M E IEH L
U, R A P R L —, R AR A
BRI 1. H pylorid&s B S AR B VR 2 INE A 20 i
FITEL TNF-a S IL-8¥n] LG AR, Bomie &R
IR, HeAh, H pylorift s 28 (LPS)ii 3 #1111 SS
5 BRI E A2 Mg A, W SSTE B RGN I 1Y
SS-ZARGE A, Wi/ SSKFGANME M, 12 B W 2R 7w
i§[47,48].
4.2.2 A XA E(SS) H pylori&emt B EFE . Bk
FISSE TR, DAIMEL H FISSHIMRNAZR ik )i
Vs WRBRH pylorifa X SeFs bRV, $eonH pylorifiiii
SSHYREIE . WF9E 2 W: H pyloriiE gLt 8 ik P TNF-a
FIL-843 I3 225 TNF-o i F] i M b3 i SSTR ik,
AR AT W L-8 R 145 5% SSF G4 it A 41 il
SSU/ IR B R R /i 2, [RleFSSTE N s thA i
HIH pyloribEFE rFE IS, 2 15 W 25 R SSH i e
YRR S R, LR R s B R 430 1 T-A
4.2.3 % ¥ B FEGFATGFa EGFHITGFoif it [f]—Z
R (BRPEGFr)E/EM. e B g8 f7E A et 4n
Husé A Bomam A Ml E BRI, H pylori
FEf SN FR 0 BN, RS An o, &
A RS AT FIBEAE; EGFAICA K RF, RERY i b A
sz i, BAEB I EE RS . H pyloriHIEGF 5
ZARGS A, FPIHIEGFRIFL N B A5, 2 sk

BRTHE LA LA A HLARI 7% T e Liu e a7 38 e
H pylori&Hx g B R B EGFrI R34 &, H pylori
SR AT DA 1 BRI AN M R34 5. Schiemann et a/™*”
RIEMERH pyloris, Z451%EE % B #BE T TGFaly
MRNAZSEI 5 FIH. H pyloriE& gLt B E5 i C-myc
BEPE I MIEGFrE i 7r ik, I Rl B R b Rt oy
HATE 5 SERE 2,

5 Hpyloris e B L RBIREYET

H pylorfiE4e ] SECE R A gy -0, Ao i
R H pyloriigde BRI A V0 16.8% 1 1
MR AT, BT B BRATERE, AR BREGYS
FATHUFFEE3. 1%. JoH pyloriiEd F VA 2.9% 1) |
gtk A g T, BT IRA T, H pylori
SRR BT S A IR T AL T RS DL R B K (1)
H pylorflE4% 5 7= A= 1R 2 P20 R o] 3 in Fas it s 1)
Fik, Fashusje—Fh MR TH B AR 11, 5 Fashiciigh
A5 TSI T (2) H pylori ] d it PR i i S
HE b 4IMIE T, Caspase-87F [T AL g i 1Ak
FEEAEH; (3) RIELHMIAFINTGFaFIFN-yfR 17T
HIEH TN TSN, W n] et R g ik 24
ZUMAE AW T (MHC- TDHLE, EiThi & 51
538 B T TNFARSCIH T235 5 - (TRAIL) il
EHZIAR. FasL KH pyloriteiFs S8 ZIE L Kz 40 )
T B B ZRAHEAE Y, (4) Das er a8
R HR K IUH pyloriEGs 5 B ZERE T Kz 40 LA Annexin
NZRIE TS v RESEH pyloris) 2 'E 1 Rz 4B 0 J# 1=
BN Z —. B R AR o B R T A R
9z G, R T IR R s 1 g 4 A AN S A U T
SRR, Hritz et al"WF5E WK RIPPIATT
FEBAT B M N R A AR RN R AR K IR A2
IRIFRIE, X B b K A0 T FpS 3 A i IR A 52
M.

S, H pylorliE4e 5 B R R 24220 a,
S TR nT =08 Ss, TH LS BRI EIE ks 5 iy
Bl 5 LB Rk, R i A vk
()2 W, NIAERRH pylorit AN,
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