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Abstract

Helicobacter pylori (H pylori) infection is a
common chronic infectious disease in the world.
It can lead to several divergent clinical diseases,
such as chronic gastritis, duodenal ulcer,
mucosa-associated lymphoid tissue lymphoma
and gastric adenocarcinoma. These divergent
clinical diseases are caused through complex
mechanisms involving interaction between
the bacterium and host. Recent investigations
of virulence pathogenic factors have provided
more information to reveal the pathogenic
mechanism of H pylori infection. Here, we
will review the recent advances in research on
various H pylori virulence factors, such as CagA,
VacA, BabA, SabA, OipA and DupA.
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WA [ JUR AT B8 (Helicobacter pylori, H pylori) &4
BRI T P e B G 3 (0 P R e P SO T, At
F150% L B NI YSZTE. H pyloriBUR I %
FEVE S AL RESS P AL IR 2= g . RGBT 1L
WRNEE. TR, T % (vacuolating
cytotoxin, VacA)L\ & 41 i 5 %= AH G A
(cytotoxin associated protein A, CagA)%5# /) A
T RAZEY). H pylorrF4xn] 51 N R4S M
B BT AR nU . B RS A B
FEL LU R RS B, A SCOBH pylori® )
309 DA 2 AR (RIS A — £k
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PEF RANE R A DI C. CagATEAIRIY
H pylori@ R Wos H— 8 [ 2 81, iifECagA
3, I X IR 3P AR, R2. R3HIL
(R AE], 74 T ARK/MUAL By C. D 4
FhiCagAtE . AW E/R, CHCagAR R ™ HE
(R ZE AR 1 B 9N S e () R AR B DDA G Aok,
X Cag AP (1) RIF 9 e 1) ik DR] ATV 284 R 8 7 i A
Ji ), d87R T Cag AL 451 2 35 VE 5 1 IR0
(RIS 7 AHOCHE. Cag AR Z2 FEMERYE T3, v n
A X A 2R, BIER A KE LCagA
RILIMEPTY A (R 2 IR - 2 1R - oo 2 R - 2
PR-TN 28 R ik P A (1) 22 5. EPTYAJE T 4E3, Uify
AL I 2 TR B IR AL 40 i PN B 1 T 2 TR I
(SHP-2)3f P L ACH A ) e K R R 52 IR ARG, th
WEEPIYARLFEAECag A TR F CA S (0 BB Bk v,
VI3 4 45 5 PR L R P 7 T P A 5K
Cag A E/EA T MU 28 A, 40 Y
B 3 FIRE PP A0/ B R e A At i 2 T vk %
AU, @ik xtCagAIL R 5H pylorits 1%
RIS, S8 T CagARUR B (CagA PADKI K
L. CagA PADEH pyloriBE N4 b —BL i 2140
Kb IRIRF R AR R B, FLAT 4t 17 350 & 11 S &5
MJREE, Cag PATEL ST IE31IANSER, MK IRFR A Cag
A-T, Gifd3 14> 535 5 JRE 32 28I F 40 WA HL e
IR EAY. Cag PAIYRILE A4 IV AL R
4i(Type IV secretion system, T4SS), = ZKiz i
CagA. Odenbreit et a/ffF 77", % W] CagAE 15255
—ANEE R I TV 25 WA R GE N A4
M B 1. 25 A Cag A&BENLIE A Jr
BN L g, (Ao R, CagA
TEN TR b R 0 20 S R AR
EAE, MR FE P Caglsy FHy S — N E %
(Fff . Caglie— P T4SSH BE HHE A, ik
HEGN > TAETASSH H A L IB1-2E & %
Z I R, S AMFFUR I, CagLt
TS Y I B4 (focal adhesion kinase, FAK)
HISrclllil %, TRIEREIR I 1) Cag A LT AT
FPO I L R . A7 S R A A
TR A 20 P TR A B 1R, T i 758 25 P Js 1) i
W5 R IR, IX KA pyloriftiCagAiF: N\ FT %l b
(1 bR g e — A2 HLH]. Cag AdEA 4
JBE T (R R Al W] AR pylori ANRE T 3UE
R 240 B R AR AL AR A R O 4
UES, FEAT PR LA BB 3 30K Cag AVE
N6 B2 17, HCag PATAHSCIIZE B 25
BabA1/A2, SabA, AlpA/BLL A VacARIOipA -5 4
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£, CagF1EA 7> TR B /EFL B 1002 5L 1)
X I Cag AT C AR S 5 70 Wb X, I 5 HAH
HAER, A e & PR UE S A HT Cag AZHE 1) 5¢
H BRI AE, Cag AR CagF AL 41 ML [ AH HLAR
M, (HET4SSIZhREIFBEAT KA.

AWFFHCE" VN BUBIH pylori T A Bk
JEATE T ECE B B K, W RSN H pylori
iz 0 R N KUK GH pyloriif) 5t
WY R K B I, JF HAEZAAE T, CagA
{EH pylorits 5 e, WHO™ E R HE R L2
AR R ) R AR AR, {H Cag AT R4
e Bt iR A B U0 S AT AR AN e i 48, RN
CagAJe il S 58 I AT AL s a1, 21
E LR A IR 1) 2k, B A i g
PR 8 22 1) FRY ) 2 3R 38 S8008 1) R A v s 10—

ARE.

2 VacA

VacAfELE T FT A Witk H, VacAZr ¥ B4 48
SEREAE IRI2AN G R SR AT . 28 144 M 3k s 45
B, Hs1TRIs2 24N SR gtith; 224N 4 R ssloh
mZ5 K, Him 1 FIm2 AN S5 07 5 R gm0 5T
HRIEN A A LA b B &
BT sIm2 A bR, JFUESEs tm2 B B AR S B 1
RAEM O, R TR I R R B e R R
B 41 H 43 5 2 s Tm 178 B R 5 9 AL A
5. feiliRhead er al"'WF 77 % 58 5534 2 407 4
BRIV J- e fa) IR, Ha 1A 2 NS5y B PR 4 R,
I Hs Im1AIs2m2 & K73 il {5 A 1 DRI A7 05, (H 2
sIm2 P AR AL v A 1K, FF HsIm2 B (1i1 47 A3
T 40 55 275 ), 5 Vac AP BRI R
K.

VacA B 7 1, il WL 5 VIR 5k R 5
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KX H pylori
FhHMHAF
CagA. VacA .
BabA. SabA.
OipA. DupA%¥
AT T SRk, AB
F-H pylori B 3 5
BARMAELZT
A,

SRS R A SE T, F] T T 40 e B,
XA AT B TRV EARA pylor iR RDEEER IR o
R RGN AE, BRI RE S I E MG LAR, AN
WML G2 RGETH BT,

VacAR] 51 H b 5z 40 1 55 504 40 i i
A, I TR R AR T R, Vac ASAl
J S WAL H s ARSI R e
FECHARTN XA /3 AT KB, VacAR K2
A e 2 R 1R 4 I 3 1T B2 A ol B S e TR
B &5 &, AT 2 IR WE IR Ak, NS T8 1k 3 i AT
RAAMWA. HF70IE R, Vac ABIINAK b
RIS R 2R AR, U5 T A0 (0 3R C NG RL iR
I, FEEAII T AR R Fprocaspase 3, ffi
DIFEY R ADPIZKE R 5 M (poly ADP-ribose
polymerase, RARP), fzZ S MIfgT=. 53—
X Vac ABURHLHNIE W] R A B 6 R SO 8t
J&JEVac AT SZAR S5 G 8PS 5) IR il M 45 1) LU AR
BT, b p AT (1 B - M T 1 35 R ity BR IR S 401
J8, AR X FRRE R 25 i 0 Tk — P R Vac AR
T E5 MR AE, %55 Vac A5 1 35 32 R 22 8] R AH
LR(FEPE P 3E

3 REE
H pylori—A> T E AW E R 02 0T LA K
TR FE M, 1 USRS [ A 1 2R B A7 AL,
AR R T 116%-10%. 1% F L5305y, B
FEgmis JR 22 iAWV K (urease A subunit, UreA), JR
B H (urease B subunit, UreB) £k [ {12445
e e DR At 7 A 3 B PR 2% il 3 7 o 4 5 1) 2R
7. PR EE W I D e A2 nT 7K il R 25 1 A 247K
A A, 3 B K B R T T A R
pHAE, A\ 1T 28 il IR M P45 0 S e I i 57132 f1)
AWAEHPSL H pyloril& s s, K2 HH pylori
We s T H R BRI RRZ, A 2920%1H)
I TR RGBT R M, T v ) i B 4
o, FREOE M IT RIESURTER, M2 565
AR (pH<2) ) R B R R T b B g . 3t
JREZWGAERTH pylorr HEAT LRAP -4 W He e 7 1Hi
WURFE T BRI, At AR B ML
T IR AR, R ARSI TR, 1T %
A EE, B /=", PHER, M
H pylori T80 IR, Geis 241 7 i RE Bk
ERNE eI

S HE, PR EE TR A% A MR G 4
W B g R K7 R R D, IR RED R SO Al
JH s N, AT B b R 4 s ) R e 4.

PRI pylori(F/KEE S AEIE L AR IR 2
B IR AR T A A0, A A S R S A R
JRAAEA 1. KSR SOIE, RERIY S RhBLR
I 2 R T A R 1 AL R oAk, T R L
BEACIE AN R A 51 B A R
e seT,

4 MBFREEENRER

MR e J5i 4 & R B 22 £ F (blood-group antigen-
binding adhesion gene, BabA)%i578 kDaft) & H
J, AEH b4l S Lewis b(Leb) il A4 i
gy, /H pylorifs FATRAETE I R 3248, 75
H pylorih B &5 TRz & iR R b A3 /E AL
BabAKEP i)k A HECCUG17875, ffE i
PRI BabA 1 IR ILMIBabA2, Wi mE FYH, X
AAE T BabA2IE S5 KX A7 7E10 bp4E AP
A, TE e ah % 8, JF HBab A2 MRk
558 W i R AEARR, G R4, il
AP AR I AEH pylori#ikk R,
Bab AR 7 R4 5 oA 75 ) A R 5l 2 A i
B, IMVacAs1FCagA. £ CagA+/VacAs1/BabA2+
H pylorifRIE G E o, H 1+ —falmivg flig
i T 1 R AR SR B TR AR A AP
H pyloriFRiE &K FHBabA LR IE &K TR
BabAMIH pylorith % BabAK 1, 53 5 Leblfl
LRI IV ESRE Sy i e SN Uk S g G
fem -+ IR RS R AR, H pylori
ZEMPERA(CagA+/VacAs1/BabA2+) IAEAE
TFANBERG 1fy J52 W 285 M 453 403 (10 77 TP 18 5 i DR 45
TRIIAR A

5 +iERREEHRF

R+ e Btz B S F-(DupA) 5+ —f&
J BRI 9 (0 AR D%, 2 A A DA A D o
PR AR L 70 7. Dup ASER 5 VirB4JE K [7] Y4
It HAL T-H pylori i) n] ¥R 1 X 35, Dup AL R & A
PP AR A5 ) AG 5 (RHE B ) X A )
BRIAR T 3RAG I, d L R ARAE A Dup A R e 4
I R gl R, S R R A
FEIRAET. R RIE Dup AR +2
ARk % M B R R AR R R AR, B
XA FAE P T AT UIESE. Arachehi er a/®NIE
SN AR MK U B T S WH pylori
EDup ASERI L@ AT, #4G P HEE T — 4
J BR3¢ 9 F1 R e S T &4 2187 % I Dup A
FEIN, JE2PCRITIEIUESEAEDup AR R 1131147
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LR IR, S 71426 A RIS 22 &
SR RIS, BVEFAEDup ASER 17 1E 5
T AR RN 20 SR
HIe 34011, 4 XA A (L7 EL P 55 DupA
SR 5 BAARSG, 2E3CA R A M X
HESE,

6 BRI IEIMEERBA

YAy R PE M SR 1 A(outer inflammatory pro-
tein A, OipA)&32/ MM S A KR I —4r 1,
YH pylori& 3% J5 I RAEIR . 91 18 1) € HH %
JEE 7 ) e R A R Y R R A R R I
IL-87K -5 U AH %,

OipAfF T XM ITIREHH pyloriffihX
AT G AR, 438 AR (h EFTH
ANVFIENFE ()54 kR HOip Af5 5 X 4 Ab T T
RA: T4 & B V57 K 1558k, A 358k0ipA
557 X AL T ITHOIR 25(63.64%). H H KL, OipA
FPRZS 5 CagA. VacA. IceAFIBabA &K 7Y
YRR, EPTA CagABHTE, VacAs1BH ¥ B AR
W, Oip AR BHTE. 11780% K ICag AR, 70%I1)
VacAs2 1P B HROipAYY Ry FIPE. Hk$E/RCagA
FH T 7T BE S M Oip A I 4 5k 7% Yamaoka et a/””
RIOip ARPIRASZME AR T —Ja itz
MHE Z X R E$E bR, OipASH pylorift) s
JEE VPR A v i P R R T AR v K
FIITL-8 % VARG, bR TOipAE T 4k
Jrisoz ] REARE . {HDossumbekova et al™®
AT R IEhopH(O1p A) 5 A8 R AL W 7R 1 &l B
b Bz n L e ) BEAIG, IR AR AR E bR A e
(KITL-87KF 11 73 s, JFaE—2BIESE T Oip AfF 5
X B ACIR A 5 VacAsl. VacAml. BabA2fl
Cag AR IAEAEAH K, HOip AR PER PRI &
RS 5T =it M S E WA, URS
H pyloriff i3 BORAS, 55 b Mok g i s i i)™
LYK

7 SabAYRISEERERESEOMI R

SabA % i M R 45 45 & M 2 (sialic acid-binding
adhesion, SabA)REMSRF 7 255 1 R 1 K 4
Wi iisLeX$ilR, I BAEH pylori € FaiI R &
FEAERL. Sab A G AN 5 iR 5" 5 CT
BHEP A Beh T A3 A2 (TGATRES) 5 3L
HIRIEZE A 7=, tHIbn 43 A SabAon(43 WG It
Fr BOMISabAoff(4r b LRI J1 B). B FLH]
SabASEMBHIE R 5 B WA 2B S RS
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AEAA G, 10 BV AR T AR B ER I A S
R R AR R AR AR G, JF HA i SabARIA
WA, BI PR SR RS L 1 R 5
AT AR S A R

8 IceA

Ice ANH pylorityF b HAlGE 75 FRIEN
“F(induced by contact with epithelium, IceA). I,
filce Al JIce A2 2SEALAEN, HEaFfTce AL
H pylorid Rk 5 AIES 7 H W& AHOCE, 1
Tce A2TR FEAE AR5 7 P i A A R B vh 0o
W.. 1EH pylori5 NIEH I 5 40 M4 fik J= 3 50
Ice A1IZRIA R . 1 H B Tce A2IMH pylori
WK 5120 R IR A% DIAIK. Yamaoka er af
e I, Tee ASEATFE DRI 1) 23 A1 A AR OK TR i X
ZE 51, TERHITH pylorivs I RE R S5 905 (1) 58 ZR I,
INSEYSE

9 HithZoMmEHER=
AlpA/B/Z2MHIC I R R, Hogw il a1 &
H 324K, Lu et al""UESAlp ABW AE 55 40 o 25 b
xR, BIAIpA-AlpBAECSTBL/6/N L H Bk
J&, 7EH ARSI R ILAE A IR e f AR 2, T H.
AlpA-AlpBIf it 2k 5 FEEARKR 2 R 1 3/l
i i (kill cell, KC)H 141 % -6(interleukin-6, IL-6)
YA,

HopZ E PR 9 i 1f) 2 A N AR BB IM G I 3. L
SR ASRER N AN HopZEE [ 5 M A LTH#K 8
HR, AHEHE G AL T Tee A1SE A FE R I b
5 SabATHHEIRZS, 1MH pyloriFHH K HopZ, N
MALT# EVJ (1) K Je E R e 1045,

10 4518

H pylori I J)BUR R 1 1235 (I BE R 2 25 1
AWy 1E N AE 8 FE B OT HoA R T T B
FRGEG, X ik B AR INH pyloriifisifk
ZREVE R 2 PR G R — 1 2, B R4
B A 55 R AR A ), S5 3 A AP
M, BRRNITE T R ) 2 RE I T 2 BT AR
ST AN A P — B R 3 30U A A A 2
A i = G N R VA=W e PN E 2 Y s S
HRIEIKV Ram e 22 5, BT ChH pylori
TG I IR 45 Jm) IR — MR i RE, B 00 AR
RHE PR S ke PR 3 T8 7K1 (R R HY 22 e, 4 A
SEAR Y JT ik, R FE DR G 1 2 1 ) B e A 0k —
W, —RIVHMEUREE R (BabA. SabA.
OipA. DupAZE)Z i ki thok, XA H] T

miREE
WE R, AN
H pylori % 7 %
Ja B T 6 B 7R
T ke,
&N HE AR
(babA . sabA .
OipA. dupA%)%
A5, AT A
H pylori ¥ % AL
), HH pylori B 3
TG 9 F B Bl
JR & T R0
A E LA FEAT.
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