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Progress on the virulence of Helicobacter pylori

ERE" KR HLH FR (BZEBEA¥EXKE F NG RME Y2 8B %) EHK,400038

B [T S8 AT B (Helicobacter pylori Hp) R R B E R M 1300 M E KM, ARIBEMKE VacA WEEBRBBARAR. £
HAEERGHNEERE Hh AR AEEBEMKCAMNEE FEE KRS E TR R RANER, RSB,
BRET AMZERRREEE SXOBRBET. BRE CREKEBEFRANIBABRIRS N, KEARESEE
RERRAS Hp WHRNEZS EERES B FARRENA  ppoyFaReRR— M L ARNTFATEKET. P
X RPN RAMEROE —HE. B ARH OBIX 570100 g VacA 1 2 4~ T 363 1 3 5t 4 68 05 85 4 2 . Nk 28

Tmii’fﬁ;:ffi;;ﬁﬂﬂﬁﬁﬁ wgro g | TEEATRANSROENEENL ADEMFISS
B R 5 R R BN Bk (Pulsedfield O T ACEE) ATP WA N IS A R MM C
' ; ‘ SR B TR, BRI I AR M 0 BRI Hp M

gel electrophoresis, PFGE)% , % 3% Hp M 5 ¥ AR M ki N
£, HENNLE, AMEANEH Ho UBERAmE 0% 07 TR VacA HERREREREANARHER

#.Hp BEALFANMETHAYERRY, HeaaEsr T 0. RROBRSFHABUFET AR S FER D
AREEN N AR N REMER SHSRER SRS HH BHE BEENERS TERSIELEARSHEERTHE
XER BAEEEEB.165.235.5s RNA ERS My RO THUBERFEAEAWRAGEEAM, X RHFR VacA™
WRFEE., XERTABBENT Ho WANHHNTR. AR Ho BHED SHENBARRGHREZ—.
EEXH BHNHRALBRE-RENERE, 1.3 VacA 5B £%
1.3.1 VacA 3| #22s i 2 ¥ &9 #1 5 VacA B fE@ i3 T A
B T 4R B2 ATP B 8 T 6 556 B pH 48
1.1 ik MRS ARAREEYORR M2 REEL ARETE S
1988 4F Leunk $iFXF & Hp BHMIEF LHASHHE PR K Y A2 M A 3 B ATP B0 I ) Bafilomycin, fig
NIUZLEARRARESHETNBRED AMEAkn  WHRERZBOER. REATZEATP B SUTRE
WMEE T Hp BB K B0 A0 X 2 A B, 5 1992 4F oot BABSFANIER I - ATP WG , 300 240 320 B 00 75 14 25 1040 M /K
Timethyl B A B KELT CEESBALTRES FALZES 132 VacA THEBNE4A- SRS BURE~EHBY
MWER B VacA, VacA WEHACRE . ABETHERN XBEIBPRIERA  EWREHp &S HERYBE
vacAth B 75 B 3 W A ER ARER EHEERBESENH HERES
1.2 VacA #& ik HRENELRRET RS BHE., Tee SUNEHILEHE
1.2.1 vacA EH vacA ZEEL2K Y 3.9kb,l1 3 B4H4E HEBBENMOEM Hp A VacAT, BB B P4 B8 Hp
B. BEGBN-BESKFINSLERLE 1/2 9FRS  67%% VacA*, TIIEBH% F 4 81 HpVacA* X% 30%. H
K sla,slb.s2 3 PR AR, BB\ WD VacA WEWEEHE C-% Al B VacA ZE Hp B PR EE#,
BAHARFAMRARARTAN mlm2 2 HERR, 3Hs % 1.3.3 vacAZRMS Hp BHMER HAMHp BEE
MERYS 2fm SMERUEHTHRE 2/ml S8 5H  vacA HH BN 40%Hp BHEAEH. X5 vacA WEEBE
vacA HEH ., FFE vacA ZERM 5B AL, BUXR., RERRRE . OvacA ml BHERAGE LEARY
1. 2.2 VacA & B3 8& vacA EEA BB EFSHNE BEELm2 BB OvacA s BBkt m BBE S 45 AW
VacA MATK B —SMIRERNAAEHNEREN. BRLAEE O% vacAs B sl DRI EARNEERE
VacA BB B N-S 19 33 T EERA RN EFK.B7X 100 EEHF olb R 2 M. M5 F L VacA sla £HE Hp 4k £ HH L
) VacAB K LI RC-3 M Z AR, 4 TR H139X10°u, 24 NERFEHBAFSBEAN, BOARERAFSED o2
Bk, Wit 4 vacA s ERBNBBHNNEETFHE, ANEN
* BFAREARBRBERTMERLENLEST pRpRERCEKEN—TRE. SRR —SNEHE
BB & YBI T B No. 96-901-01-54;98D044 B EEREREANS FAYERRRES BHORGEEHE
**  EBARHE.B .30 &, U0, MBS A RIEL.

1 %88/ #HE (Vacuolating cytotoxin,VacA)
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ERE . WIRFENEITRER 773

2 MR FH X% A B G (Cytotoxin-associated gene A
protein, CagA) ¥ 40 i 5 48 55 & A (cytotoxin-as-
sociated gene, cag) {1 5

2.1 CagA

2.1.1 CagA &EH B R CagA RANAEHAKT Hp 9%
WERERE  BREHR VacA 55 RERE XN, ELAS I
—MAFEHNIZXICuMEBEERALY ST RBERNEE,
MEFFEHHp FEFL, HTFHHEAYS VacA ZHEFHH

REEXRNTHER AHEAL VT RITFRARERHER

A & B (Cytotoxin-associated gene A protein) & ¥k CagA.
2.1.2 cagA #H B CagA BEEAM cagA A K Y
4.9 kb, &% [l ) & & ¥ 5| (Direct repeat, DR), R~ [R# Hp &
BDRMEBAFRARD.FREEFREN Hp HAH cagh &
B, BAFL CagA EAM Hp Bk Z cagA £EH., H 45,
cagh BRZ A MIBH R M EE A cagh BEFFESHER
REHLTH . EE vacA BA R 5 REW, cagA ZE W EIF
FHARE W VacA BIFEH R4,

2.1.3 CagA MBI CogAZEHp S BEBREMN.H
RESI B IMMAA RN MR BRI R 8 ,CagAY Hp Btk ERESR
BOE K R4 4R 58 ZU 9 e HE I I . R Ab 4 S 4 3 UE 5K CagA i
BB TRARAR~ERBENREHAREBFAHRA & 8(In-
terleukin 8, IL-8), 5 4h,CagA WHEZE 5B A HBH X,90%
~100% 8+ Z BB E R ESEH Hp A CagA*t, T 50%
~60% MR FM B B AT B Hp 4 CagA™,

2.2 cag # 71 8 (cag pathogenicity island,cag PAID)
2.2.1 cag PATHHA X} cagA J& Bl B H BB 5 4y b7 B R
cagA ZERN T -HEEZEWERM XM EEHAT 40 1%
HEREN-ARARPEL GGG EHNMEEAED. Hp B
Bk b HIE N MXEEZER DNA K BEFRH Hp 8 cag
PAI, cagA R & cag PAT L B9 — MK, cag PAI K4 40 kb,

i F 2 & B ¥ 3E 86 & B (Glutamatase racemase gene B H & e
A 29 4~ FF 5 % B 3£ #E (Open reading frame, ORF), # M B 4

BLLFE A B i % . cag PAT 76 H £ B 5k 46 A ¥ 51 (In-
sert sequence.IS)605 B& N cag 1 ,cag I 2 #F4p04,

2.2.2 cag PAI# & Hp 8 cag PAITHE ECH A M KB
B(E. co) . WIMTKHA . BREREFLEANETEH LT EEH
FERE, OFF4BARSE INEEE;OBRTRERS
REEHRAHB ER cag K(G+Cmo) % ¥ 2% 35%, 1 Hp
REEEREH(GHCmoD %N 38%~45%:QH NG HMA
FimEEFF K4 31 bp, A 89T & A & AR5 19605, ERD
HEHEHA XM B EF (Transposases , Tnp)A 1 B.tnpA §
E. coli¥% BE W 2 [H 1S200 B0 FF 5183 B4 L, tnpB S5 R A H
PSIR#EMEEFFLEOEF;OREHN TR EHS,
2.3 AMFEL

2.3.1 5BEAERFHBRUENER A7 cag PAI A (]
BHEREKR cag BHEER WU UBFREBXEESRE
. Cag" MMBESERBEAR™ = KB L EHREF I IL-8
¥ ACAIL-3 ERRFHMER BB ZEF «B(Nuclear

transcript factor ,NF-kB){A ¥ .cag PAI RIGZE > 6 MR ER B
] 3% NF-«B, AT 3438 IL-8 B9 R&C 7, SEM—-LHARE
HEHERFI LB cag BN BRBSHTERETUEREMN
LW EAQA.GENVELWERS (VirB4, PtIC, TraB, TraH #
TrbE), 2 5 EHEHHEABREREREHEXD X
ERARTRBRASERHp AR ERBE™E IL-8 WARER,
ENEDBRETHFE RS HERNBLEERARTE
IL-8MBEF. cag R — B HEE XK ERTHE K . Hp KEXK
WHREF EXFARERZURMBBEEENES; At EEEK

SMERMENBZIIEE.

2.3.2 54@E#MENXE Hp cag PAI AL 5K BURHEM
BNAEEXR MEANRBRENEATE ST EENE
F.cag PATMWNMAFEEF I MNEALTHENEHNFA BT
DNA EAMTREUERFEN THEEXRE L EH Hp BRI
EMBUMEKSAE -8 1kbWER . BHERBGHC F
&5 cag PAI W93E ¥ 1£R . Stefano HBHAN Hp @ HR #E
B0 7K T % 25 BE TR B A 8 9E 0 AT 25 B T R B0 B AL U va-
cA EFRWHAA RE 1 BM 1 Hp BRI TE vacA £H, B
RETHEKRS vacA BETHAREAENRERAFLREF
GEMMEBERS T Hp £ EHAFH M E B HEEL 87X L,
M vacA B H B FFH M AIE R A 50%~60% Hp @ o K IE
FAGBURISHEA MEREBFENEEREEHA KER =%
VacA BHREE. FRAMERERESTE KRN EMITEBTE
R XURERMNSREBRD B PFFILA vacA L H
. REEAEFH#AB RN, ¥R.1S605 A BHERY
UMBERTERBHRFEEERG PR ZHEH, {660 a8
2 HB cag 1 cag I F BBRK MY IFOL, 3 £ 19 3= B 5L B s IR
SEPHT B TIRTE.
2.4 CagA.cag PAl 5 VacA#9 X &

RS HF R B CagA*" B #k3B B B VacA sla s slb B2FE M,
HEMFEEFRATFMN, M CagA B HOEF VacA s2 £ K
HOXEMEXEERESUHENT. BERXMALRRANH,

FIHB SR R IRIR CagA 8RB 5 VacA ERM 2 @FELR

MEAR. AHAHAZIHBEE FTHWBERARREERAEE . HA
HEW cag PAT 5 VacA RERL M I 88 L 8B X ,cag PAI H S
—MBRILMEAFRERSE VacA BB WBHE,

3 N EE B (Neutrophil activation pro-
tein,NAP)

3.1 NAP %4 —F&565itiE

Hp FE4RSMBRE AU - B S M 7= TL-8 4, 30 B B 4 35
RYER MM, KRIESE .2 50% Hp B bk Gk 8% PR M A
FREENGTRBE,.BE SOUN BB B 07 IRIE %5
B R HNENEEEERGRADERNRL, BRHp AR
WIEFHER ARG FOHERER BN Hp FE 4Bk
HEEH-—FIFRNISOX1C WEHELTAME RSP
kR 40 B A PP IR AR & R, B8 2 Hp-NAP, &8 10 4 15X 10%
MEEAR REHTREYEF apA)ERERTAE. X8
Hp-NAP {0 — 8t B F i 58 B H . Ok b9 X # Hp-
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NAP REWE PN MR~ A A B E NRIEFROREHA
E®D EXMITHENRRBX R OHp MABRERY
BREULER. BXMHEHERGA NAP HFRUAFEE. R
XEMBEh A OF R Hp B84k 897K % W 32 B0 P 1R 40
REMAKARNENRIR.ENERGEEPIENH A
BENERFRETHOEENALABRNIHENLEN IR

KiOnapA WEFRFA S - L ROREBEANERRT R

R, MXEEREAETX AR AN S PR ARBITA X,
B, Hp-NAP N —~HEENENAFITAFRTEH# S8
TS,
3.2 NAP 5 VacA.CagA #9 % &
Hp-NAP 5 VacA.CagA X ZBHEARHE . REXH
Mt PR b 43 78 B Y LA SR AU AY A o B4R BSOS 1 AR Hp Bk
BHEREFEN. HEWRMASE VacABRNW Hp U EH
AHAFRMNNOPHEEMARBEEL. BAANREREAF S
BRSNS FERAEYBE N ELERERA+T LS
BEREKERD, XXWHEXS NAP WERFT—ERH
FHE.ERFHBEMERBEER.

4 k¥ B &% (ron-scavening system)

MRERRE B H Y TEREThARTHURES
WAL, X Hp £RAFFIAH LI, Hp & L ANBER
REZBENATHBEERAZNER, BWE Hp 95 I
ERRARGCNRE B 1EXMUTE Coli Wh&RGEAN S
BREBE M fec RE . HARTF E.coli Z 47T Hp 83 FecR
MPecl AV EHARAYEARAHRL—NBRUTEH,
BIENHE 31 NBY fecA.exbB.exbD; B 2 ER KN T
E.coli R E feo RE M ELBE feoA, B EH feoB FERE,
% Hp WRAF I Fe** ;38 3 R 34 frpB BE AR BE %
BAREMMORRAKEANEESBANRE B 45R
ARBEGBEANENCRMEIEERANRE, AFEN
B#. Ho REZAKWBRE, B & Hp & H FAREYS
— A KBWIERT, X 8RR Hp i5 0018 3 4 77 7 8 032 Ak B —
MR,

5 HE

Hp B3 HBERBUEAXRERAFEEYAFER—
NIESMRE AL B H A, WIERNAFEERE H B
PR-ATPHFERFI BB SHETEESREARE T4
mAtR R,

B Hp S Z BT E. coli, S. tryphimurium EHE P H B
BERIN - LFERHEANSERNRS. FRE AL,
BYMMMEsSpHMN 7.5 TR 3.0, WER Hp HEEEH
BOARETHE N—LERTFHREO.AREEY T4,
REFHTRRERBIN, EMNERP Hp EMUERE P4
FutgdEa— /AN,

MH ABHEARSTEA 0%MEH pI>7.0, WA
E.coli,H. influenza LN 40% . EHBUERBE Hp W&
AP HRBIAER E. coli, H. influenza 9 2 1§, X R £

Hp & B BT B — iR,
BZ H REZRHENRT. MESTFEDEEARAN R
B, udHp EONHRAHLBEBREA. XUABHTRERBEHp &
BUROLE L Hp TR Mg T R Bt
*@im WiEREED
PEERHES R378.2
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