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BROEEE—ANZHRE. ZME. Z2ERNTFHHHE
RN RS R - LA - FREA - R
R, & E0E B T r] Ae s sk ak B R AR B AN R B
HEEEENEZERERES, 'l TR R (4 pylori) #
WA EIE R AP SRR A A i R . 1994 S 5 B A4 4R
JE& N B bR BT S ML (TARC) AT H pylori e N2EH
el TR (RIG RN BUBIR. # pylori 53K cagh BAPERIFE
Y cagh BAMEBIRE. IESERMAFFTIEH, cagA BH M BRI
P B R SR, cagh P EbE S RTR 2 &S
BHIRRBERNED N B H pylori cagh BRI
TR A SEE IR A, Barhls G . A0 B
RIAHLHEIT cagh PAMEBRMES BRI L AME T, AR
RFNE—TRBELER.

1 MBiRERMFXEE(CagAREER (cagA)

1990 % Cover et al' A EuEASHEEMNME
WH pylori W R, THEFREEHEES H
pyloril28 ku B HEZWFER. JGk Grabtree et al XM
TUHBFEERN # pylori WP B ST REFE UM
KM LR, 9 FMEA120-140 ku, £ T5F
B UG DIRE OS2, MOFR 200 40 M 8 2 AR 0%
|H (Cagh) . XEEA TN THMRET, ZFKMEREDR

WEA, FIEFRE H pylori BA. 1998 FE Apel et alll
BRI, 960-80% H pylori &Y E 3 Ml A &)
H pyloril20 ku RIVEHMPAAEHIN. FERELET cagh
Bl Ao B 5 D A3 R ) S A8 9 b 2 ] S B AR R T G R
TgA Piik. IS EAMNER (cytotoxin associated
gene, cagA) Bl E T B JFIN H AR ER P ) . IR
Bt (DAEH pylori (MFERA T AR, HAT
MR RIVILENEFEFIAEAE. (2) WD 57 SRR 5F, M
37 AR 2 AR, B) MERHAANTFERENH pylori H
R, Y60% M H pylori SHILER. LI ERKE
H pylori K4y BF|120-140 ku &H, WHkRb T/
o BHEERDE R E AL, B &R — 6 —RIOR
#, SFWEMPREER Vach) RE. (D) FAEEMBEEL
FH). ) WIHERFEL S wmitH AR # pylori BI#ER cagh
ERGERKLEZER. W Tunnurn et al WM cagh K
IR 4 821 MEZIFER, FFBURLAE (ORF) 4wf5 1 181 4
SER, 7 TIREAN 130 ku WEBIE; M Covacei et
al AT EHUTFF M cagh £ h 5 9256 M TR, JF
AR gAY 1 147 MEER, 7 FHEN 128 ku i
TEM. HIEATR, Cagh MAMEERF AT FRIA
A, HIEABRKAET cagh HEMNER, HALEEER
HlEFEE cagh EFEZFMERIREZ —. 74, WIET4
MIDNA HRILH pylori BETE ARIRE T AMI R EE
He, i ELE i (R S DR A A AN R AT AN AR AL,
AN T cagh R

2T CagA MIpRe, HuTHAGEE. e R E— "M
WA, BT CagA 1 VacA fEIGRIK L& DIFHE, A A FEH
W CagA ATREXN T FIMBEMFE R AL FEHE. Mz
. BEEEREEIRORIEL AT, ik CagA
METHBRMNB LY, A ANINK Cagh MRS
T H pylori BFEAETZIRBFME L, FAT =6
FINRE EAFTERE S Cagh R NV TgA Hufk. FH &I
PRXF Cagh Jo G I o B I 5 3 I8 22 4% 4 VR Ve RO 3R
BARMEEDIM I, FA At aEE & B F IR 50E I NV FE
f¥. B Husson et al#$@H Cagh AJ1EN B REIE 2 0 &
MARIEY). T Grabtree et al EUEMIHHE cagh FEEH
BRI I 00 S B4 TL-8 23, T TL-8 IE R KIE
RN B HT R I

2 cagA ER SIS
PR AN IS R R R, AL THEADIRES, RElE S T (R DNA
FHEA) MO E ., B BN B TR LA L 40
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MEEKAYEFE, 5T IEONA PHRGUEBER
W, AFELAT T RE I A0 M 5 T 1) R R AN A g A4
PR (PCNA) F77E FAMIAZ Y, 2 DNA & R & (1% B
HH, 7EDNA SR RREZEIEM, Bk PONA A fE R — I
PPN B AR S R IER. CEMIREY, B E R0
ARBERETHRMRESE —, REEE L. ik
A R R DL R R i i R A0 M L A SR A B
BT EESEAC. AR RREE A2 HE4 T %,
Ptk BRA ., HRiE T fEd, BEE LR
(36 AR W A0, 40 M AR R B e K AR R fE R f
Rz —. HHRIFR cagA PHE BRI FRE - an i
WA IBE JI5RT cagA DI BEAR. TKEE et alRVIEHN 50
H pylori P Lt rtsom 27 4, 1845 % 23
B) HEATH T, RS E cagh BHME # pylors YL LIE
8% (PT) H18. 14 +9.19, BFE ST cagh HHH py-
lori BY:(11.69 +9.28, P <0.05) ; jEffisE, et all®
[ PCR AR H pylori #ATER G, 4R ER
cagh PHEERIMRRR cagA BI0E B8 Ak AT B2 58 19 02 38 A 1
M. FERIHA pylori BIMERBI03G A4 40 Mo £ Z o A T
B/NURHAE RS N E AR, H opylori AR F
BB NUEFE N T IR o] W A4, cagA
FHPE B AR R E I . W 5TR M # pylori cagh
BH M B R 5 5 b R 20 B ORN 5 /D T TR0 38 A= ) 40 i 4
HR. XIREBN, FAHETIIEHE BRI
21 1 L S R RS A Y A e B0 R U B ANIRE
KRG, Bark et al™ R :cagh A ANEHE VacA,
TR DNA & By, M e dEan Mo A4, 340 S %
KA fE B

cagh PHMHE BRIt T 20 B I 7 40 i 3 R 10 A TR A
FLHI G, ATeS FTHIREAC: (1) RE#, W
IL-8 ik, VP2 RIVES # pylori cagh IEIE
HA P, TL-8 BIRIAKN G40 2k 64. 27 %) B
EETRIEGAERAL CPF s 39. 86 %) 14
2R cagh WK ] IR IR TL-8 paRik o).
JEAE RIS SE, TL-8 EEAEN B oW AR et i
A4, FE MM, LLRAE N IR ik
A R Rt PR 4 2R i A IR RO R, WA T T ket B R
MRRELHR. (2) BRALT H pylori cagh WK
PeRs IR EALEE -2 (COX-2) f3RIR 1S SR T A T
COX-2 S, MR R AEZE AU, (3)EH CHk
RIEH pylori cagh BHE B IR TE 33 (¥ 02 40 M3 AF 1F A ]
e picB (AIMLE 75 S /A 50 ) 5 8 & NF-kB (e % [
T kB HIZ5HK". (DL H pylori cagh IgG g%}
BRI AR, B9 et al™ i SEEGUESE cagh 5L
WA LB L # pylori cag T1gG e “HiEfifh”
M AN G 4. (5) IR, cagh AHEATE
N IFAE S I AR ER AL, X N E ] cagh BIFEFIFLEI
PRAET FRIRS S P A E AN, cagh MBS RIRA
WAL, S EAZAEYINE 51k 1% R SR 40 M A E

MmeLEERIGE, XER A pylori cagh TIRES B E:
FEE I R A0 M 3 A R B R B AR SR {H CagA HENTE 140
TR E HRER cagh N, HFHFEQFEZHERBA,
B7. B10. B11 A1 D4 &A1V B3 uhs E 55 115 H A
FER. OEBEELY cagh FATEE MG, Higs
MG H pylori cagA FHI% BIME BEEUSEIUEYE.

3 ‘BEEAT

3.1 sap ol Tl s AT (apoptosis) INHRIE T
MMLFET: (programmed cell death, PCD), Z£4
MAENENREIGERE, S HTRERE, HEFEE
HIMA0 M EShPE T R AR TR N — FANE T IR
FERIE S IE TR, TR EE AR KRR
R AT A0 22 4y B B RMEAR S I TEF, At e kR
HAPNIEIARE . MBS %P, MR E &K
NHR, 2T LA R P A 28 T B8 R0 38 s o 2 0 A
CIEON

3.2 sapA TR A A AR TR RIS R R
B ER T [H4E, REEZERL, RIE MRS,
FrFEEL e, 4k T A0 M A A A TR, A0 PN i v A
Pt R A2, MR T R AN RS i SE 3 1Y /Nl
B “YHT/IME” (apoptotic body) . FIRIEAZEEIE
P T A0 B A B AR

3.3 s T A (1) 8T RER AR E.
MM Ca™ MMM ER 041, MMAZH Ca™ MG ZE,
Bod e A DB R RE . B B C FES R4 B 2 i AN
AR AT R IR — 2L (2) R P D) B80S 4 DNA P
IR 180 Bl AEX R MAZ R B, 2RCRERIS. B)
HRB AL R AR B 0E . (4) 4HM0B 281 AR 1E.
(5) 4N MR THIBEHE . MY MLt 5 S HOE & A2 AR,
JI B 22 S R ) A0 8 oS AR 40 PR R T A AR . 25 b, 4R
WA A NEE . DNA BRAEF B 0T TR
AR FCM) o JRE7ARubric AR AU ZERERIE 11 1 5 b2
T SRAT I

3.4 AT E LFFRE HETAN, PCD BIRAR
HARE TRIFET, —RAIHIE T, (1) £ S E
¥, Wibcl-2 JREEADR . AR pb3 . & A AEK N F B4l
MR 7. RSN IR. M. HEEE. Q) FEEER, WER
F. FEHFernA RBAVEZHES. (3) Hh, &H
C.elegans [Jced-9 ZH . FMFRE QMG 7
—ENFESFHETF, (1) EEEFEFHETF, TNF RHEFEKEF
Fas fiiff (FasL) . #iAEKETF B (TCF-B. L& IE R,
PET . MRS ES. Q) 5SHGHANET, #UATIER
B REEEE. dEEREL FAGR. BB, B, BA
. Q) HWITHIE T, ITREOT . BRI AR
TR, (4) Hofth, FEeq sy i LmE. AL,

4 cagA ERSMERAT
EAFERNATNRE S R AT R T =,
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B T R S R R A R AR T )
MRR. ARERRE TS 4 pylori BREHR, HiE
WEERAT A pylori RN KRS H pylori
HEFE LM SR, A pylors YL FTE
V1 96 i S I8 R R JFAD A E 86 I e 5 00 1 Y R R .
HWREIMHA pylori cagh BAMEBEMREERGIRI B R
- R AN M T8 H pylori cagA BH P B AR T E
HEW SR, HRAS cagh PFHMERREL, HOT4W
AL AR L cagh BIMERE R, W 3 cagA BHIERE
YR pb3. bel-2 WIFHMERLEE & T cagh
Hle ol (p <0.01). ph3 EFE MR, AIEN M
EwT 6L, HESEMMEERET,; bel-2 1E N 1H40
VA T S IR RS 40 MR A7 5, SN M 0 5 . BRIt
cagh FAPERRBEL T RE R p53 BRNRAE bel-2 FHER
%, WA T, NI B f R AR B HRE
cagh FHPERRE T N A cagh BIMEMRIAREY, HE
HHARPETHBEFRIBENE, # pylori BREES
A TR T RERY, RIRRE AT SR 3
WEEEMZE et al™ BRI H pylori I cagh
FH P4 e S e S R T B M AN K

5 (BRI SATCHISEINXR
1 BRI 1 580 5 DhRE MO T R0 RR b fz 41 B A= A
Z BT, —F R AT RE T A A A R
N, MMETRE LM K opylori BRI R
N.OATREEFEARLE, dTENARATSERR
RS, HTEAMRERA R TR S S,
S BRI A AR [E B, A3 b T DNA 4514 Rl AR 4R A A
Sl . A 22 5 24040 MR s e 1k B 40 i 58 5 5 32 5
FE W) R B T R AR TR R . A 45 B DNA AR R B R
NARERBIAT- RE A M B hET:, BA 0] fe A s
WA R R AR . R R AR Y A M AR L, AT
RYEAEE, SORTAMX, AT BRI, R4 T
B IR T 5 . ARYE Knipp et alY M5, EW
BRI EREME T2 R A T E R A5, BE BRRT0
B JEER, B MRS R 3 AR Y A A W e R T R
HHERE, MR BZ, BRAWTmEARE, #HE
WEAA AN, Tnatani et al®WE2 T 15 #EBF AR
KRR, RILIEFE R, R TR
R, SRR REA T H RS, 6 R E A
M AEACE R, TATE AR IR, A ST
MM REW L, HET M2 T B RRESA, 5
AXEIR, E T AACE RN pb3 [ nRNA £ 554 TR
TR, X —BF R, TEASE A b AR X — I i e A2
, BREE DR ARIERN, REFEBRE, H
MM SR TIAR T — A KR

H pylori cagh FAPEBERRSIERTHREAHR, BTASNE
BRI S E B RAE . AR, cagh BIYE A pylori
Y R R EE AR S 2R R A BB I a1t A2 cagA BAME

BRI ()%, Parsonnet et al®@i%) 14 a fif#E
HFILWAE H pylori. Cagh HUARMN LBEV;, KRIN
cagh FTERERE S H pylori PIMEE W, RAEBIGE
Btk i] B (OREA N 2. 2), HE7RigM EEMx,
MM A pylori cagh FAVEEHE S R A H 1.
REFFIKREE et al WE T BHESRKIMXIEE cagh A4
PRI, SRETBEBESRXEA . JLEREEER
Hcagh FAMEMRIS IR Ym, KU H pylori B4, Tt
HZ cagh IAYERRIY # pylori 451 B =K A Y
BHXARPT, Miehlke et altaMTE., &, &=
ANFEEER cagh FIPEZR, RIME K. Bom K BREEEMN
cagh PFHMEZEIIL 88 %L, BERLEEM, A F
Cagh B ERGRI T Michel et al )T HIFIT
AP EEER cagh BAMERE, R E cagh FAMEFERE,
BE5BEAMIE. Peek et al® WU R H pylori cagh
FH: B R e B KPR PL 88 H pylori cagA
FItE R To # pylor: G35 B B3 n, MW a4 (AT) W
FRAP R, DAk, 78 WA A B B T 401 FR 3 T 3% o 7 17
T, MEEERIENS SR pylori cagh ATERRE
W RAE BRI . # pylori cagh FATEEMRE
558 1) (12 38 A A AR GHIR O D2 08 T2 F B0 R WL AN
®, Affit—2 A

M2, BEE RIS SH AR BN E.
RELEPREATZMAER. # pylori 58 FEAH
M 3 A R TR R D), JUH L cagA FHPE R FR £
ISk NG M BN 07 22 ERT H pylord G RIE F8 1 0K

B A AT R RO, NI H pyiori
Vi EF A L A S B AR R IR T rry .
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