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2007), THNHARIZN—TO—HOBFRIZ LY | FFEO EEHIE AW TIEK
D7 =7 % — (IpgBl, VirA, IpaC, IpaB) &15FKFDOFAEVEMIC X 2 HERZRE
MIZ XY Racl DIEMHAL T, TORBERDNFLEINTND ZERHALNE R
-7~ (Nat. Rev. Microbiol, 2008),

AV

RhoG- ngﬂj:
muediated induced
Membrane Membrane
Ruffling Ruffling

Bacterial

Invasion

[ 2. FRFIE D IpgBl 12 L % ELMO-Dock180 #AKDIENE(L & T » 7 VI

RhoG ZIHMEALT % & BRCHIBEENZ VT v 7 VIERFHE S5, &R RhoG 13
ELMO-Dock180 & L T, 24T X W {EME(k S 4172 Dock180 7% GEF & L TYEH L Racl
RIEMALT D, TORE, BEKHICT 7 F o EAENFIEE Z S5, FRHEEO IpgBl
I%. RhoG DOEREZ AT L CRFTICKHIE 2T v 7 VIRZFHE L TN ~MRAT S



(Nat. Cell Biol, 2007),

1-2. ¥k

TR I8 TR T e L HICEEO —RIcT 7 F o2 EE L GEfhd 5, E
T D EIIE S~ L. R - A B OMTR ), ZNEBDIRTHICLD
B X BRI CARICBRY 2 IR T 5 2 N TX 5, RAREOEA ., WAMIE
THH BT 5 & RO —MRICHME S R D—> VirG(Tesh) BWER L. i
HEHIIZ VirG-N-WASP-Arp2/3 BEAKRDBER I D, ZOMRER, BEEO—mHTT 7 F
HEDNFEINZOKENC LY HITBEIT S (Cell, 1986, JBC, 1995, 1996, JEM,
2000), REEZILILOI AT VT « E /P A NFRABIOELL OME LT 7 F
EHEZHMM L CHIRNEBI 217729, WTivh, WABEET 2 MO LR 50
I~ a7y — HER BRI ~NERZIERT DT OICARAI R A TN =ALTH
bo IRHIEOT 7 F L EAIKA LI MENERNL. L7223 > T virG B 1% K18
SE D EERITHET D, AR T, MIIWE 2 B 87 25 IR OB RE 2 9 B
BN CHIRER EOBMRTRAELZEZA, /NE M) *y N —7HBENREOB
T AR E L o TNDH I ERWE L, L LRSS Z Lz,
B9 D ARFIE T MT 28 L7227y A E 288 L Cuvie, 20 NT ORZENEM IR, 3
TIZFHRA DT N—T I DARFED TTSS K0 W D VirAlZdH 5 Z L AEE ST
7272812 (BMBO J, 2002). vird KIBERIZ DWW THINRE  OEEE ISV TR,
ZORER, FREIL VIirG ITIR(F L2 T 7 F o BEENERTYH, virdBfa 2 KEL
SR TIE, HOMBABENINE L AKT L, EORE., HoMEILE S A6

ol 7Y =777 F ¥ —{EIC LD E M X OUE S BEMEE CHiia N R
FRIEE DR & HIRL A4S & OBRIMRZFEMIZAT Lo & 2 A, FRAIEEI VieA 25U L,
ZOMT FREBEMEZFIH U CHEBEDOMI 2 L 72N BBE) L T\ 5 Z &R I
(4 3) (Science, 2006), MT |Z X HHIfINEBOEEIZY A7V 7 - € /%A 7
AATHARICEO HND Z LD CREERT —F) . MIN TEET SRR E I X
% MT BAEEIEVE L OMBAN B BN B2 BERE TH 5 b LIL7R U,

MT-+Actin+Shigella Actin+Shigella




[X] 3. COS—7 FHAE AN 2 B89 2 IRFIE 12 K 2 Mo NE s
HRFE (F), -7 2792 R, B/NE (B Z2& 4 GEatdealc Lo aigifb L
77o BUROXIIBE LI BEIRICH > THREE SN =M/ g S Tnsd (BimX),

2. FHEMBENIADLE =T = X — D%
2-1. _RIESPHH] & &5 ek

IRIFTEE D B RIE A~ DRI R WRIE LA FHET 5, FREII~ 7 07 7 —U~MRAT D
&, BRZMEE L CHilnE CThH& - T 5, Z OB CHEEK LT HLPS 2 Gt
B R 43 1%, PAMPs (pathogen—associated molecular patterns) & L T Ipaf (CARD12)
inflammasome ZVEMEAL L, & D T TH A =P -123EMLT %, —F LRHIRA TS,
R HIERE L 727 F K7 U J1 > %3Nod1 (CARD4) 12 & V) #85% X 41, Nod 1-RICK % &AL
L T O it TMAPKFRRE M ONF-kBZIEMEALT 2, Z DOFER. ARFTE ORYRIC L0 KIE
YA NI, TEIA Y, KOPEESRT T ROEAEANFEIND, ZOREE - &
FEINEIL, AP J OV E AR R 2 TEME L S, W OPERRIZE < o AR 21X
U LT 5% < OMBEREMEIL N ZERESH D WVIFIET 572Dl S £ SEREF
(=7 =7 X — DIEERE) 20w L TP 5, L, 23S RIEGHEE O 5k
T DK DORER & 72 D18 FMifE X OMBRNEER & > /7 B DUVIERIEY 7
IR BB L, ZHODOBFERND | AR TIIRIEMHICEL =7 =7 ¥ —F
L O OFENE ERF L2 FE L. £ ORIEMGIBEM 2RI 2 2 L 21772 o7,

AHIFZE T ZBEEARATE (YSHB000KK) (21E, 220-kb' T A X R & YefafR B2, A \WNZ
FRRME D @& & 38 (ipaH9. 8, ipall7.8, ipalld. 5) & TfE (ipaH0722, ipalll383,
ipall1880, ipall2610, ipalH0887, ipaH2022, ipaH2202) D& 710D ipalh&ln T HIFEE
L7- (Mol Microbiol, 2006), AHFZEZ /L—F 1%, LARIIC Z D750 —->1IpaH9. 873 H
FEPNIZ BN CTHRFTE 2> HTTSS 23 U Corith SN AR E 38 L O RET 5 Z
& BHAE L7z (JBC, 2001), AAFZE T, Ipal9. 8 & & 12, Ipal7. 8, Ipal4.5, IpaH0722,
IpaH1383, IpaH1880, IpaH2610, IpaH0887, IpaH2022, IpaH2202 & TTSS% i@ U T4yt
SINDTT7 2/ HZ—ThDHILERBR L, ZNOLRTOEGTFEZREBIETEEKE
FRLL . ZORBERKE ~ U AR FEGL S, MifikiCB T o RIEISEB L OES
KWK I LT, £ORER, RKEZRKITBHARICHEASTR Y MORIEZ AR L
7o W B DA~ D EE RITA BT L7z (Mol. Microbiol, 2006), Ziub
DOfERIL, Ipal 7 7 U — D RIEZ MGl 2% BN 240 > T\ D Z L 2 < /RE L Tue,
Z ZCARMFTE Tl Ipal9. SIZHE S ZKY | R 7 = 7 X —DORIEMH] A T = X L% FEH
WA~ T2,

IR 2> B 43 7= TpaH9. 813, Hof&AIICHIIRE & #ZIZRTE L7, IpaH9. 8OEZN T
OEENZ AT 2 BHRY T, Ipal9. 818 T &K+ % two—hybridiE THK L7z, £ O
K. Ipal9. 8IZA T T A > T T 7 7 B —D—>Tdh HU2AF  ~R A HE ST D ME %
FOZ LB E o7, TpaH9. 8 L U2AF D& A 1%, V2AFSICIKIF LT AT T A 2 v




7 RRE L. FOFLE L Ipa9. SO K FHITh o 7=, F7=. Ipal9. 8% HHfal i
FIFBLEED & 15 EMRIEAERT 523, BEEREOFBUT LV 15 EMAa O RIEMEY A

NIAVEIZLD ETHEL OB FRENIGE S, £lo. ipaH9. SKIBIRFIK %
BIbRE L HIT, v ANREEE S RIF IS 2 T 5 & ipall9. SKIBRE DY
< T ATIEB AR E < BRBIEN LV ITHE LT, F72, ik~ A mER ORI O
BXOMBOI =g X=X X —BO&EY, ipald. SRIEMEOKY~ 7 A TIXEFARE
FIOEEICHML TWe, Lol ME~OREDOEEIL, 1pal9. SRIBRITEEK &
105D 1UTThole, ZNHORELY ., Ipald. 8IXTE DKL THEIN DK
JEZBEICMH T 27 27 X —THDHI EEHOLMNTTH I ENTE (BBRG
2005) ,

— RN AFAE T D Tpal9. 8D EN ZfiEB+ 2 AT, two—hybrid{s CTEEMIGE 357
FDYRFREAT T2 o T=FE R Ipal9. 8IINF-kBDOIEME % il fH4- 2 IKKHE A K DONEMO/ILLyE X
OABIN-1~fEAT DRES 27 L=, NEMOIFEEAIIBGHIAE Tk, TKKods KOV TKKB & TKK
BEKREREK L, IKKaD U U ER{LZ2 I L ONFBOTEMAL 28 L Cnb, LavL,
INF, TCR, IL-1ZE0D#IIC LY, NEMOAK63 (L EXFF L D63FHD Y Vi) (ki
7p 2 X F oAb E 2T 5 & IKKEGIRITEEI S D, ZHU2 X0 i CONF-kBANENE
b s, EMELSALIENF-BD & 672 HIEMAL ZBH 1L 5 72 012, NF-xBIZ K ¥ A203
(GFNHE S, FEA S UTZA200 A PN O TKKAE A AR ONEMO-ABIN-1~##54& L T, NEMO
DX TF UHEEMDHET D, ZOFEE, NEMOIZHORIE(LAL L 72 | RMLEE/NF-«B
OIEMEALZ IS 5 (K4), AWFZERARTR . Ipal9. 8% &FieIpal” 7 X U —i%, E3U
—BIEME R T 5 Z EBRESAOME ST, £ 2T, Ipal9. 8DE3 Y A —BiEMEH L
OT X JEEFEE CITREHDOVATA V) 27 7 =@ LB RIK (Ipal9. 8CA) %
VERL L | BRI Tpall9. 8 & Ipal9. 8CADPEIRIZ DWW T H#R 247 72 » 7=, MNE F1 9> IpaHo. 8
%, FRFIE O bR~ DY 331 TNod1-RICK-NF-kBRR & D& MALIC EEE 72 . TKK
BEREIENE T DH IR T =27 X —ThD I ENRHLMNE o7z, BRIZR~RZ L9
(2, IpaH9. 8IINEMO~HE AT %, T DA IZfAF L T, IpaH9. 8IXNEMOD = &' F Ak &
P8 L7223, Ipal9. 8CAIZITZE DIEHENRO Lo T-, BEkH S Z L2, IpaHo. 8
IZ X ANEMO B F F AL TliE, BHEBOLNL L EFXTF L DK48 &H H W IKE3IZ -
T, KTQIFERAD) DU ITEIE L2 B F b TRbh Tz, FOREE,
IpaH9. 812 L W L EF F AL SNIZNEMOIX, 7 a T 7 Y — MMELEI 2 5 iR A 5% 1) . NF-«B
DOIEMHAL S STz, Ipal9. 812 K HNEMOD = &% F >k L, IpaH9. 8 ABIN-1
L OFERIC I VRSN TV, £z, IpaH9. 83 X W pal9. 8CA% pEA T~ 2 FRATEIK &
ERLL . U AREE 217700 Bk O RIER BB I X OH O E B R L2~
Z DGR Tpal9. 8CAPEAE AR D LT 13, #5451 TpaH9. 8PE L ARG ANIZ < B3
RIEDTLET 2 & & BT Miflik D IL-183 KUY MPOD L~ B L Tz, LA L,
JitiRELR~ D TE A5 E AR X, B A Tpal9. 87 AL JR M 73 Tpal9. 8CAFEAETRFIH & b THE
WZEWZ E2URENTE Gestefad), LA EX Y IpaH9. 8IZINEMOZ #Ef) & LT, NEMO



DTaTT V=M XD EHET D 2 LI ONF-BOIEME(LZ 635, #Hiiz/s
BATDOTT 2 B —ThDHIENRALMNERST (K1), —FH, &iEIZ72 0 | Ipal9. 8
IXU2AF®IC% L CHE3Y H—BiEME R L, 70T 7 Y —A X5 0MEREL TV
ZENBHLMNTR T (RFER), LN T, Ipall9. 8 (BXWIpaH7 7 2 U —) &
RIEEDOIHNC P DR EE ZH I 27 2 7 X —THDH I ENW LN Lo T,

| T™F TCR, L1 stimuiation | | TNF TCR, IL1 stmuiaton | Shigella infection
@ | ﬂ
WUs) Kg3-linked Ub Jb) K3-linked Ub e
Kea-linked Up (UESCERE
m .v _ K27-tinked Ub
l l Deubiquitination l Degradation of NEMO
Activation of IKK complex =
T o 8D

| Liio] T

NF-xB activation l 1

NF-kB inhibition NF-xB inhibition

4. TKK AT NEMO @ K63 (k777 B F Ak X D ig b & s, L L,
IpaH9. 8 7% NEMO ~#5&9% &, IpaH9. 8 d E3 U A —EiEMEIZ L W NEMO 23 K27 K171y
2B X FAbIN D, £ DOFEF, NEMO 2353 fF X3 NF-«B OIEMEAL B H v 5
H., REET—H),

2-2. BRHEDOA— b7 7 V—IZ K D8k & EDEGEE A B = X A
IRFIED T T = 7 H—iBInD—>, icsBxH /KRB IED EEHITIYIIC EEZMANT
HHET 5 BNIREIZFEIRT 5 (Mol. Microbiol, 2003). 7= icsBZE RARITHMANIZIZ
ABERIZ XL B ENEIR L TV, 22T ZOERKOMBNEIREL
UV —Ah A— 773V —NEFEOMBNAINT R TITR R e~ — T —TYta L
PAERR & W LT, E£72. fesB ZBRROMIRLNRE AL OBE)EE A Z i A 1 BEE I
FVBIETDHELEDHIC, L3 (A= N7 7 V—OFRN I~ — I —F2 R I'E) OFF
E@%%&towfﬂ%jmﬂ%ﬁ%mﬁ—k77ﬁy—bmiDﬁ%éﬂé:&ﬁ
RENTZ, SHICHELZ OF— 7 7 VA EAI Tl 2 BT 5 & fesB 2R HER
@mmmw% e LT, fesBZE SR Atgh/MEF (A — k7 7 ¥ — B8 R EEiAY)
NESHE D L desB BEKG BARRFIE & RN IEIEEEZ R LTc, 4 —
F77P—IZKVEYE LTRSS NDIRHORE Y 37 ZFEE LICRER, VirG (H




T I FUESEFHET DIDICLBERANES X7 E) IZEDRRN G D 2 &3
B L7z, Z ORI EZRAIER, A— b7 7 O— RIS L B2 Atgh A3 VirG ~E
PEREATHME AMOENDA D= ALK EEEFICA— N7 7 o—0FEIN5
T EMURENT, MIFEN CEAERIRFIE X TTSS 2@ U C TesB WL, £ @ IesB A3
VirG \ZkF LT Atgh & BRI A 21T D MR, WIdA — N7 7 ¥ — OF8ek % [A]kk
LTWAZENRHBLNE 5T (Science 2005) (X 5), AWFZETIX, KEEAY 77—
MR UGS - JET D N A— b 7 7 P —IC K D BREEAE 2 h A ke S v
AT DA A ZOBEBEDFEORBIESNICHIBO CTEETHH Z L 2R LT,

B4 5. ERGHIRIPNICZ I DARFEIC K DA — b7 7 2 —[alkE
WY b BRI PN~ U 72 AR 1 TTSS %38 U C TesB 24335, IesBIXE HIZ
F— R 77 V—OERE R DEEED VirG ~FEG T 5, TORE, VirG (X Atgh (2
LR ELENICLVFEINDIA— N7 7V — %[BT HZENTED, [ecsBE
FRETIL, VirG 28 Atgh OFEEIZ L 0 A — b7 7 UV — 038 S IV EK IS & ) fiF
T 5,

TRATE OO EE L G E SN D A4 — N7 7 U—I, Atgh DEERED VirG ¥ >
NWIEERHBSTHZ LI Lo THIERIINT, T2 TAH— N7 7 V=2 X 5 HE O
L2 X B ICHET A HAY T, two—hybrid {BIZ LV Atgb fiB X v /X B OB EITE
S>T-FER . Afp (Atgh associating protein) & W I MEBERINDE T X X7 ENFEITE S
Nz, ZHIVETO Afp OMEREMAT OFRER. Afp ITAIIAIZI VLT Atgh LR RIICSE
L. $£72LC3 LIRIERIC, Afp ldA— b7 7 V—F8 AR 2 & BRRICHIaPIC HBL L
Too HFIFE fesB BRI ORYLTH Afp (AT & EIRE I RIEEEZ R L, £
TR INIIE Z R e A — b7 7 TV — AN HRET 5 Z EDRRO bt (K%
&) BUE, AMfp Bl F 2R Lo~ U A2/ L, £ 0 MEF ZH]H L THRMRE SIS
FOFEEINDLA— N7 7 V=T8T D Afp OEEFIE XN OF G2 NI 5T
ETHD,

2-3. VAT VT OA—= 7 7 V= X L8k & W O]k




ActA X U XV BEEERRIZDWTHIVATIVT «F YA NTFRAR, HED
Arp2/3 BIOVVASP L EERA L., INOOMEELZE L CHIEKO—MTT 7 F U EL%E
FHET D5, ZHICK D EITHIRNZBE L S OISR 5, £, AR LR
FIE & RRRICA— b7 7 U—% BT 5 2 ERHE SN, SESERETANERESN
TV, ZOFEBEIIEARE LTARHTH 7=, £ 2 TR CIE, REHEIZL D4 —
N7y o—[hEE VATV T OA— 87 7 P—EEORHE A DS BT, UAXAT U TIC
R AHA— F 7 7 O—FEkI L ONEREE A = X A% IR R TR A D CRERT L
7o GFP-LC3 ZZERELS W72 MDCK Mz HWT, VAT U TREIC LV FEInD
F— 7 7 U — 0@ A aOR BRI L OWL LCS HURIC X 2 fE B EE CREAT L7
VAT U TICEDEREND A — N7 7 V—IF, B ActA ¥ 27 & HIRR IR
BLTWAEAITITAEICMET L TWe, ¥ ActA OBERFEELFIR O K7 % KK S
VI ERKEZHKET2Y A7 U7 Tk, MlN CTEAROFEFIZ LC3 5L L TV,
ActA OFE % ZEFAK (in—frame deletion) D72/ T, Arp2/3 35 L O VASP DfE &M% 2k
ST bDERBETLEITA— N7 7 O —DEE S REEE e o7o, TiUD ActA ZRIKIC
BWCEL, A= b7 7 U—[ElE L 7 7 FUBEAICLHEOEEBMEIILT L K L
STz, BIG, U AT U T OMIANERDN A — F 7 7 U —DEREO B 72 A 1 = X LT
TN EMRRIB I N, kS D Z LI, A— b7 7 U—HBERAREEE 2o T
ActA ZREBLTHV ATV 7, MlREFR T F o NREICEEL, Tl TF
ANBONTHIRIT, p62 (B X FUHEE X NI HDO— DO TEM LIRS
RIBDOREREZRH L CA— b7 7 =k D0 EEtET ) BLOLCS b [RIFEC
BEE L=, BID. ActA DIFEX )7 E (Arp2/3 B L OVVASP) #EGRAEL BAKIX, 1H
TP CHIENOEMESY N BEES L LT, 2% F 2 -p62-1LC3 12X D FEFRE
M, BN — N7 7 =D %% T 5 2 ENRB STz, ZOREEREA T A7
DI, BEZ o RX B LD EERE NBHICERT 2ETVELTHWLRT
GFP-170% % FI|f L C. GFP-ActA-170%33 XL OY GFP-ActA KIBZEFRAL-170%DF X T H# X
I EERL, M TRRE ST, WTFNOF AT X 87 B SN CTERRICIEET
52 ENAHME ENTZ08 . GFP-ActA-170%(Z X A BRIREIICIZ 2 X F o B L O p62 @
BESEDNTRD HALIR DY > T2 D5 [ GFP-ActA RIBZEEIR-170x TITXZ 1L O DEEDTRD b Tz,
U EDORERZRA LT, ActAIZE DY AT U T OA— 7 7 U—[EGEEHE, ActA (2XD
ERRmNEES NV ETELDNDZ LICLY BHREZH -0 b B COMIE/NERE O
IOBET L LICED A= 77 VL LR ERRE L TV D 2 ERHEE SN
T2 ZDXI72V AT YT O ActA 2N LizA— b7 7 U — AR X, RFE OS5 E
ERERY | Acth OMEEZFIFAL CA— b7 7 V=2 BRI AR D, 2=— 7
LDOTHDHZENHESNE R GhscERd),



> VASP

o Amp23
complex

K6 VATFTUT « /)P A NFRRZELDA— N7 7 V—FiB L OZDRBEET
V%

ActA OFBINT2N EEHEEFBR N EF T B IO pb2 IZX Wik S, iz
IHIZLC BFEALTA— N7 7 U—0FFEEND, LA L, ActA BEEHX /37
'E Arp2/3 B L OVVASP & LIIRBBO R ERR AL, A— M7 7 V=2 L RS
e (FL RERT—4),

2-4. JEYHIN O 25 & L T OHERFHRIE O fi 1]

PRGN R 38 H O JE TR & FIBEA MR RS, 2o BRI O A & FHIBE (¥ —
VAN ERES) VXL SRR DR~ E A A BHAE T D 7o OIS B AR AR O —
SLLTHBND, 5T, WORYAEZ T~ FRMRIE, FREB L 0 o HIEE L
HOREGIERZLIET 5, LovL, RFEZ L U &3 5% < OXESHRFRE T Z 0 &
D TR BRI OB 2 T A mREE LT, T2 ARG E L TR LY - E
BFETDHIENTE D, AWFRTIEL, TSR ERIR O REYBA#E & 2 7 A Zxt LT,
IRFIEN EDO L H I L TENZEREL TWDH D, Z ORI 2325 2 & Z5tm L, LA
TR T IR EE 72 Z O ORI & FRFIE M 2 T D Z & 2B ST Lz,




(1) ZRIFIEE L K 2 il e & 3 0 i)

TRIFTEE O RS G O P HILIRR L, RIEIC LV RSB S, & Ol R d 1L
(2 F THE LT EEATMARIIE ~MZ A LA OMERE 2 JiH L Cnd 2 & &2 R L,
ATBRAHEIE ~MZA U7 R BT 12, TTSS %38 U C IpaB & 395, IpaB Ofg FAEH 1
% two~hybrid 58 X OV ILIEIE T/ L 2 A, IpaB (XM EHIRE R 5
APC-Cdhl ZBAIZHHIT 5 Mad2L2 ~FrEAICHE S LT, MBI O D 5 43U S #U7- TpaB
IF Mad2L2 &fEA L. MR O ~BAT UMIRE 1 2 62/M ] T 1k L Tune,
[paB-Mad2L.2 #&Z WA 7 U U Bl ARER L N2 X F 1L T v A L THRAE L72RE R,
PA 27 VBl R X TFALI I, £ DRER APC-Cdhl {KFHI2 YA 27 U o Bl D3R
WO BT, Mad2L2 ~DFEA I8 TpaB D 61 FHDT ANRT X BT T =0~
B LI BRI, YA 2 U 2 Bl O5RE K OHIRRE FIBNHIME A E L Uiz, F 2R
FaE U XIBEN— T ~ERET D & FIRYRE 12 BRI AT ~2E L %
b R T ER A O HEHE 2 i L=, L2>L IpaB @ 61 FHH DT 7 = U B RAKZ FEA
T OEERTIL, R ~BIET 2 2SRRI O BEFEMENIT AR T Lz, &6
(2. TpaB 28 B4R % PE/E T B ARMIRRIL, BFAERURFIE IS AT, BE~DEEENDE
BN L TV, LEORER G FRRIEIL IpaB 28 LT, ¥ —r A4 — T 55G%
RGO F A e S B 89T, YL I 3oV TR E 5 o mi B AR oD A i HE S

ZHIE L TWAD Z ERB BN 572 (Cell, 2007),
Mad2

Mad2
@ APC-activation

«" polyubiquitination ., ‘ @ Polyubiquitination
? ‘s

S phase G2/M phase

[X] 7. IpaB ® Mad2l.2 ~D#EEI12 X 5 APC/C AR DO HIEAE Z v . cyelinBl 28
X F AL IS D, FOREE B c2/M B TI1EIET 5,



(i1) FRIFIEEC K D b B A s B o B L
FREMRE, 77 ux s F ok a— b Ly y— VICHERE S S IRHE 2 R
WD & ERMBI IR ERRIE L Ty — Ly B RS 5, LasL, TTSS 7
W SILD OspE =7 = 7 Z —iB 1% K S BT RFIEZE B IX, BPARKIZHEAS
TREIZV Y — L OHBEET D Z E 5L TCVW= (Miura et al., Infect Immun,
2006), OspE 2D 7 7 IV —IX, RFEDOHIL BT 0157, EPEC, Citrobacter
rodentium, HIVERTHE, TISS BT HWREMEND GEELE - DWW bH=T7 =7
A —T, T /BO—REFNOFHFREMED E <, L2d > TEOMEEN H ORI EE
BRI L TWD I EDRRBEIN TV, ARIFFETIL, OspE DOJEGRIZR- 3%
%%M%fét IZ. OspE DIERITE EF DB 1T > T2 FDFES. OspE 1%
Integrin-linked kinase (ILK) ~FrBAYIZHE ST DHE I 2R L. OspE & ILK DFEGIC
X0 HIRBEE PR MEE S D & & B, FRFTE ORYL T3 T BRI oD 5 EE A
226 DOFIBEZINH LTz, OspE A RIBZEKTIL, BFAERIZH T, MilasE
EURDNE LR T L, 2O RIEMIa0~ Y v 7 ZA~OHENHES L Tz,
RIS TTSS 2 U T &7z OspE 1, AIIEEE AL ILK, B F = U v
REDY L L BIZRTEL, OspE @ ILK ~DFEARRELE R TIZENNTEE L T
7. OspE OMIFINFEBUZ LV | MK EA~FHBLT Lp1-1 7 7 U COEPEINT S
BT AT TV D — A= SN S A, MRS RE S JUE L T U2, OspE
D ILK ~DOFEAIZ LV, ILK ORFEEHFPEABIN LT/, L2 L OspE 1&, Hifuses
BEZHBWTA T 7V oD 7T REICED D | ILKEGEROER Y v 378
(#X% U > Parvin, PINCH %) DFEAITITEEIL /2> 72, OspE DRPEIZEBIT S
BB % | AWFFECHESL LT EVE y NEIGEYEE T /VIC K o THREET 272012, B4
BRI & OspE BAR T RIBHRZ A 2 L S, BE ORIERBUG, BESERL A
L7, ZDORER, OspE RELEKTIL, RIEBLOEHOEFIZB O TEARKIZEH A~
BIETLTWe, ULEORERE Y | FRFTE T OspE @ ILK ~OfEH 218 U T, &
Geifa O LB LV RS2 2 & ZFEMAICHHE L T A Z ERB LN E o7 Ga
R

3. IO~ 7 v 7 7 — VRS, EiE DR & Z DIt H

3-1. _fifnstsE

TR, MRE FOFIE~ 7 v 7 7 — PRI ~MRA L, IpaB7 = 7 % —

WL TAAN—E-1Z0EM LT D, ZHUCE - T, w7 v 77y — Y ORI E 1

DRNRIENRATICERL SN D Z ERMEIN T\, LU, ipaBRIEBEREA B

ANR—=Y-1/) v T MU ARKRDO~Y I 07 7 —DICERESE, SOICHEME

“@ﬁéﬁék ETOBERRBD LN OO, B~y AHKkO~I a7 7—
TIEFEE OMBERFE I N, ZORKNMEEZREE LI-HEE, VE FARE

Uﬁ’\ WZEDRERWEN G END Z EDRB ST (JBC, 2005), HEH D Z &I




ZOVE RAESIZ XY FHE XD MIALIITIRAC bR L2V, £2C, U E KA
\Z K DIpaB,/ B A N—B -1 FH I~ 7 a7 7 — VI EIC B D 5 5 £/
F & LT, IpafBLOASCOREENZHOWTHE X DR~ T ADERAKR~s 07 7—
CEMWTHA L, ZOREFR., ASCRIB~ 7 RZBWTIEL, I AR—E-1DEMAL
FTIHE L7 b OORIR & L TIIIAZERFHEE STz (PLoS Pathog, 2007),

3-2. DI F ~DItH

o Loz, FHIEN~ 7 a7 7 —VIRZ A LR O EICEEN T 5 & 1L-1
BERLWIL-18 DFEA L WNBI ZE Z I, [l 7 a7y —JIZiZRrs/n—v
ARMRENFFE SN D, ZTNE TICHB SN TE58HERAY 7 F o RITMEER A
HEEZALTEBY, LER-> T~ n 77y —YOMEHERELREEL TV D, 2
WERILD 7 F o TRO LT RIE (FBE, THIE W o2 IER) F K QMRS
WMOE R LD EANRITEBEZ LN TS, ZZTMMla I N~r v 7 7 —U~DR
ANBBIXRFFT 208~ 7 17 7 =Y ORI GHE ~BEAEE & 72 - 7o 53R A
BRREERCE UL BRIEMDO L VL ER T 7 FUKRERDWREERS D EHE X5
Nic, £ZT, =y =T OHIRMBRBAERFA XA > UBIaF (dnv) ZFRFTE O
N AMERAERR (ipaB) ~BAN LTz, A o _A 2 U BB HEIIMMRERmOp1 -
ATV ACHIER L, v r Ty =T SR AE S R, 1paB
BIZTOXRBICEDV~r7 a7y —VORRNLEIRTE T, ZOR~rn 77—
A~ L TO MBI E IR, JTT4 ~ 7 v 7 7 — VRl 2 O 28 R A ke
SHDHE, BIRIZEITREL SV IAEND D, M > TREICHWM IS
IL-1BB LN IL-18 DREAEITE L <K T L Tu iz, EERIZ BALB/c v 7 AR ERYLET
e DA XA 2 O FEBUIR ERRIT K D REYBLEEN AR E D g AT 2 AT e o T2
i R 51 Ol BRET L CUI R EE D47 ERIRIE R 25 7 & AU IS B FERSEMEY A B
AA DIER ERITERO biginoTo, FIANA EORREIR, (KERDEORITE
MbiD TEMTH 7z, —J7, &5 1 7 HERO MG I L ORE Sk T obt
IR LPS-TgG, —TgA HURMDA B 72 LA-DA B, & B ITESEE O JRFTE B AR
BRI 2 m WIS RS NI, TNHD T EMBA A 3 o FEBUE BR DMK
RIEMRRIT 7 F o LT AR IOROIUBEZMAFH B EmY 7 F & LTHE
T HAEEMENH D Z AR S (J. Immunol. 2006),

3-3. ENLE v FEYEET VOB

HRHEZ . BFHNERERICT OV AOGE~SRONICES L, HBE TOEDA
RO WMAEREE LD, WO~ T 2B W THIRGIR0 bienotz, Zh
2> T, Kweon D7 )L—7F (Y 7). International Vaccine Institute) & @
LFERFFECTEAE y PERBEEET VZBR% L7z (J. Inmunol, 2007), AE7 /LIEFE~
D AR5 73 22 AR 6 9~ 5 2 MERUBR C & D THBLME K <ML k45 2 &2




IRENTe, £ 2 TCHRETZICEE LFiie 7 = 7 2 — R & B Z VT, AR
LE'TNVOEIMEERIE LT, WTNOBRES, BT T = 7 ¥ — KEKROIGE RN
EERB X OGERIEFEOREIZFARICHEAGEEIETFLTBY, ATTLOH
PER S SR S iz,

X 8. ZRFIEDTENTE > MEGEGZ X 0 FAE L 72 B PEIRH

(2) MRBRROSBIFTFINDER
B 72 72 L B D fiR ]

TR TS C I T TTSS 218 U T 50-60 DT 7 = 7 #—% WL T\ 5 LHEE
ENTWD, KIFRIZE > T, =7 =7 X —O&ENL, (1) BEICHERMIAERERED
FHER LOHIENCEDL A b, (11) HEARMAEERBEE Y 27 AOTUR - HIEIZED 5 b
D, (1ii) RIE - EISEOIHNCEDL L b O, (Av) MRNOAFFIZED L D, 45
DEATRHDEDRHLNI /-T2, LML, BERICBITA2FENRH LN ST
DIFELRED 350 1ITRET | 5% LN OF RO Rm CHE SN, =7
=7 A—NREESNDZENTEREND, Lo T, AFETHRI S-S EIE A
FER L NCEMEREET VEIE L C. A% I ORI T = 7 X —HEREDMEICELY
METe TETH D, EFRIFFIC, AR TE LN AIL, ATV —7" Tl r ViE
BROWEMERBEOB 72 R B EZMHA L2006 E 5 I
(Bioessays, 2008; Cell Host Microbe, 2007, Cell Host Microbe, 2007; PNAS, 2007;
Cell Microbiol, 2006; JEM, 2005; JBC, 2005). flo>KEEREHIEOHI-/ex7 =7
H— L E AL TATR DI D RETR D RGNS 2 M2 2 7o I D 2 & 3 Wi f+
Eha,

B 7 7R A BLG: DA ~ DI H]

AL TIE, RRAEB IRV AT VT OA— F 7 7 U—IC K 2585 & [BLEEEAE 2 I &
M LT, TNHOHETIX, RO WINR DB A— N7 7 U—IC X ViS5
D, A= "7 7 V=D ERDIERERS FERETDE LB, A— T 7 V—




ORI 516 ER 72 FE LTz, KL CIIRFEIC L 54— b7 7 O — Tk B
boFTlen 1 (Mp) &, Atgh fER X VN7 EELTCRIE L, LrL, Afp 2D
DDFH— K7 7 V=R TEENT R H]E STV, Afp 1T Atgh & [AIERIC
siRNA T/ w7 Z 0 SHL LMENFEIND, LIeh> T, AU THE L LI
RiZA— 7 7 U= XD BRI - el S a8 AT AL . A— b7 7TV
— LB DM EROMAICY — L U CEBNT 2 WTREMES H Il s n s,

I F L DHE

IRIFIEE DR R B W TR S D RIEINE L, BN~/ rn7 7 —UB X
O SRR O MR~ L . 24023 B ARSI A2 IS 2 A . RIw B O 72 5 Tl
Ho BIMLWRIENFHFEINDFIK B2 LN TS, Z OB L WRIEIRE % Jii 9
LD, FRHEIL, MOEE ARV Z D=7 =7 #— (0spG, OspF, IpaH9.8 72
) WL TWAZ ENRHEEIN TS (Nat. Rev. Microbiol, 2008), 7RI 2 %F
T2 REGLBENE, RO LPS & ERE T HURICE VFE SN D HREN EERTH S
ZENHBNTND, Liedio T, BN RRFT 7 F 0 &, IRRIEFHLEME, 2h5EM
PR BRI, B L O OFeME & ) INEEZR R A TR T D LN D D, TR,
ESND T N—T 5 L OEMNE T N —T DM RIZ LD | BYINE L THE SN D RIEY
7 F R T A EM B IREEICER EN->2oH 5, AR TIE, b D% L% F|H
L CHT- 7205995 Y 7 T A O B3 23k A 7253 (J. Immunol, 2006). 4 1% IXAME
FRR I, MR DGR EIMX T2 RRI®m Y 7 F o 2 ERL L C, & ORGP 5%
AAFFETRRFE L2 BTy NEMEEET VEZFH L CGHET 5 TETH D,
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