CagA it [ VURAT 8 5518 3= 40 MU AH EL AR R M OB S

Wibe s gRkgtr
YEZ BN 102206 LT, DB TS 25 o) v Lo e G o T 7 42 ol P

(Y ARSI, Hal TIRFTE (helicobacter pylori, A pylori) HMifg 40U HAF G K AEIR 2 AR
1k, T H. pylori HIEFZAHREH (cytotoxin associated gene A, Cagh) RHFEFHMFH NN TFZ—, 7& H. pylori
51E E 40 AR EAEH P RE IR EEER, 4 Cagh iz gk N4, Cagh BERILAIMIR, DIALIEBHNESHES
BRI . ASCHE Cagh X H. pylori 154 32 40 AT ILAR e m I S 8EAT T 453k

[OCHERY  CagAs Wl TUEATBS; 400 AHHEAEH;

[Abstract] In vitro, CagA plays an important role in the interaction between A pylori and host cells,
including the translocation of CagA into host cells, the phosphorylation and breakage of CagA, and changes
of the intracellular signal transduction pathways. This article gives a brief review on the function of
CagA in the interaction between A pylori and host cells.
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1 Cagh MIEAKHLE L HEEE
1.1 Cagh fIEARFIE cag # /)% (cag pathogenecity island, cagPAT) Jf&—/NH1 27 F 31 ANFERLLRAIZ 40 kb
) DNA Frtbr, B8 T —S 5 IVE AW R4 (type IV secretion system, TFSS) %5 JE K &0 [y
virB4, virB7, virB8, virB9, virB10, virB11, virD4 23R [FE 4], EH4iGH) Cagh & A pylori H—FrFER )
HFAE, Cagh 4> THEEFEAE 120~145 kDa, NIHHIXHAS, C iRk,
1.2 CagA ML VAL /p M RYFAZHE NI LML WFFTUESE, cagPAT FafidifIVEL /Wl RGE W LUK Cagh ¥ris i N
SEANM, AT R — R AN AN A5 5 e Sl B R A M I R 2™ . A pylord IV R G T 405 BN
(%) VirB/D4 L4 BRIV LASR S, 3B a1 VirB6 RN KL VirB2 A1 VirB5™ . cagPAT L) 18 LA HEIN A2 Cagh
HAS P TR, o 14 ANgmbs oy R G M40y » H AT O AN 4afidh 2 1 = 2245 CagE(virB4).CagT(virB7). cagORF528
(virB9). cagORF527 (virB10). cagORF525 (virBl1). cagORF524 (virD4). CagN"'Fl CagF. 1R IFIHFFTLE:
CagF W LA CagA KAAHHAEH], HXET CagA iz 27 1. CagF nl g BIRUER R A IIEH], 25 501 CaghA
PRFIEIE HE NIV S0 Wb RSB ER (R R, (H A pylori WM RGEHEIE Cagh HENTE TN VINLELE AT
IR
2 CagA KIBERRIL
SR ARSI I, cagPAL BHYEM) A pylori WikkEGH NKEE L7400 Chuman gastric epithelial cells,
AGS) ZJi, AE cagPAT 125~140 kDa 11 80 kDa MUIZ (I az (A 7 BRI, BEJE IBTFUAIL 125~140 kDa 2 —
T R KR ) £, Hogr 7 5 CagA M IA], #EFR) CagA SR MR A A3 125~ 140 kDa BRI ) 8 A IR 1L, UEW] T cagPAT
125~140 kDa FHT [ (13t A CagA™e WERBUAEWRST Cagh MECHHLHIRAN £ pylor: 540 MUAH LA FHBFFUIH AL
Cagh MIBERRILA 5 (tyrosine phosphorylation motifs, TPM) B 5GHG A FEEA T I ) /o FHASAA 23 A7 0
38 3 ANATREM S R IR AL 0, B TPM-A. TPM-B FI TPM-C, LA S LAt BE 2 ({1 2 TPMs. CagA (1) C A 555 /341
HITAL B ) 1~4 A EPTYA B4 2 Cagh FZMIBEIRALAT i o BFFTZW] TPM-A XJ T CagA IBEIR AL JC W] W (WA, TPM-C
(AEAENT T Cagh AR LGN A1 B PO 2 40 R 1 1100 5 BRI AL A2 78 20 1) T L7 e AR A 3 A T s £ TPMs™ o %
TR LUR ARG A pylori kK P12 FIARER AR £ pylori BAKK J99 LM FAI LA RIN, 2573
BRAE C R X, IXAN X B AT AN RO ) EPTYA 844K, H. pylori BIFRAEALE EPTYA BAAT) C A X I
WMPpAZ M. JLFITA RV E K A pylori 73 BRSO/ EPIYA-A 1 EPIYA-B, i&A7 AN[A4E DIEUH)
EPIYA-C, AR ME I SRR BR TG EPIYA-C, {HAT—AMRFE ) EPIVA 7 54, R EPIYA-D. EPIYA-C I EPIYA-D #5/2&
Cagh R AWRIRA IO 3 3205 o SRR S SR AR R A AR 1, 0 T REM S R B IR AL A Y-122, Y-899, Y-918
FY-972 JEAT THIEGT, MR AR i DU, oAt 3 M7 RO SRASARBE IR AL AN 580, 1T Y-972 A7 1R 5
AR IAE] Cagh [MIBEIRIL, W] Y-972 (L 1iX T Cagh MIBFIRILECEE .
3 CagA HIWT
2001 4, Moese SERIMMTHIKEN) £ pylori WHRBGEAWRAINL R V937 J5, FIXUA Uk (2-DE) Hlfef BN
DT ARG HE AR 3 PRI Cagh, RPASH () 130~140 kDa CagA 2 (15 (p1357™). 100~105 kDa [f] CagA



B A (pl00“™) H 30~40 kDa H A (p35°*) "o T HAMAEA S LA MIEMM U pylori Wikkd, Ll
R B A XA 2~4 £5 00 p100™ F1 p35™, $REGN B A S 1R Cagh KB T 8 A/KRE, HENTE EAR)G,
HEKMATRESR) T ek, XA R AESE R NAE Cagh FPA EAEAER Sy A X 4, I8 & 1T Cagh fEREFIE A
BERVE R R 2B ek 3K, BTN ER . ARG A pylori WK U937 41urh, p35°™ J& 18 A AL iR
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Figure 1 The breakage hypothesis of the invasion of A pylori strain 26695 into U937 cells.
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WHLER M, Src KGN (src family kinases, SFKs) ] c=Src i CagA K4 TR, WERRILIT Cagh 454 IS
THLE Sre [AVE 2 45¥ I KBS BRI BB (src homology 2 domain—containing tyrosine phosphatase , SHP-2),
Mo Sk 4 A fE S O R/ e RO W B A B8 extracellular signal-regulated
kinase/mitogen—activated protein kinase, ERK/MAP) {55 R T-HIFrEeii% . RIS, @EERALIT CagA #1147 SFKs )
TEPE, IXFEXT Cagh W&/ A2 T U BITER], E5ERZEEN (ezrin) MEZIBNEE (cortactin) LM
Bk, SENSEAMES. sk, CagA Ml c-met 454, H=Y)n] LABGE —Len] DLZ5 &S0 E AR+, iR
1 (gelsolin). IR (profilind. YIZ & (cofilin) %%, Mifi PN (15h 12225 k. Cagh-SHP-2 &
DB P SOREB (focal adhesion kinase, FAK) [RIETE, & S0l SARER BB .
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(R — SRR R %, LT ERK/MAP (5 Sl %, 0 T SRR A (TR B 2 78 20 1), R e B

T IAWESE AL, RIRAL I CagA AT AR C Kuis Src i (C-terminal src kinase, Csk) &5, Csk ilHrFih
MRk SFKs C AR u X 3k A O~ Py 400 o) 2 s 2 IR 7. st T 67 S 4530 15 SFKs o Tfij CagA 5 Csk HIAH ELAE FH RERE BT Csk 1)
Bl iS4, AR SFKs. —J7 1, SFKs ARSI Cagh, JITLL Csk A2 IS, Cagh MIBERRAL/KF B, M
M5 CagA-SHP-2 HIZK AR, Rk, K8 CagA i) Csk B0 A& 1H3d £ 1 CagA-SHP-2 15 5 ) — AN R H1
BRI . 55T, SFKs 36 PRI AENS 5 i i py Hofh— 282 (1 (1 2R Ak, 1 ezrin AT cortactin. XM
R G o] LU S UL Bh B A E AL, AT R R A2 AT 40 Mg SR R AL B . ezrin J2 ERM R KK
(ezrin-radixin-moesin) IR GY, [FII A LLEBNIZNE A SR TE A 1M cortactin ZULANH H 40 Ml & 42
PEZ TR, nT LA AERS s R B IR A K TE A &5 A A RIS d A (fibrous actin, F-actin) ML FAH G
1 Arp2/3, M INULED R ARSI AE 1, 330onr TR E LB R 1 T g 3 B 1 e s
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ZRih Cagh W A pylori EHE AT LLIIE c—met, CagA 7] LLFT c—met B F i IEHE C— v (phospholipase C—y ,PLC- V)
gty TR AL o PLC—y /2 — PP NRG, L Wi IRMENLNE 4, 5 — %2 (phophatidylinosital biphosphate, PIP2)



T UABOE — 2 S s E AR T, W0 gelsosin, profilin, cofilin &%, IXLEP 7T ik S E4N 5N )7 H4L
o [FIES CagA HAEEIE c—met |V OBEIR BN -3 (phosphatidylinosital 3-kinase, PI3K), &7~ CagA 1] fig
5 cmet 454 5 kAT 54 RAAKI 7 (hepatocyte growth factor, HGF) 5|4 il &R A [R] 115 = 18
L WRFUR L HGE thfE SRS T A0 M A SR R A AR, T HAIESE HOF S53L32 44 comet 4545, MEILHEIRLL,
HEZME S5, WPIK. PLC—y. K244 G HE -2 (growth factor receptor bound 2, Grb-2) 5%, i
TR SR, 5 A0 A2 AR

FAK & — il -1 3 HORG B l B ) s MRl L IS0 e ) T o 32 50 T A M e SR T R T B AE CagA A
FH FAK B2 R ACT BRI e rp, 2 T2 SHP-2 (92 51, 351LIY SHP-2 nf LRI FAK JE % — MR 2 &
&, 7 SHP-2 FEFR, FAK A= 2midt, Mg PEREAG. 10 HAFFE 4 R W] FAK ) 2 IR 0t T SRR A
TR B

L Lk, Cagh BIVER) A pylor: WIAKEEME RIS R LR 5, ShE T B S 40 g i) S AR 8 D R A 1) TR 27
Ak, FEIXPNAN B ST E AR TR T, Cagh B IV L2 A R 40 (i Al B B ds HE A E 40PN, 72 7 T 41 i i Y
JBE, iR 100 kDa F1 35 kDa (WA Fr Bt. 1 Src SIS IIVE R R AR T FE2& A0 C R ) EPTYA LA 1) i
TRAC, WERACH Cagh I LAZ & SHP-2 BEIREEAT c-met, JFAE—LLf N SR A L BEIRIL, [N, CagA-SHP-2 H&Widn]
DLAI FAK FRVEPE, 52 2 380E E MG 557 Sl B OB SR . BAR A 0 i da I Bk A\ 1E 40
M, SPEOE T BB NI R A S EYAH SR LI A T 2GR, (WA E B pylori BURNLE
S A pylori &GS B KR AR T EEL R, NIRRT R .
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