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MIZ LD Racl OIEFMHAL TR, TORBREARDFEINTND ZERHALNE R
-7~ (Nat. Rev. Microbiol, 2008),

AV

RhoG- ngﬂj:
muediated induced
Membrane Membrane
Ruffling Ruffling

Bacterial

Invasion

X 2. FRHFTE D IpgBl 12 X % ELMO-Dock180 #AKDIEMEAL & 5 v 7 L IkE

RhoG Z VG MEALT 2 & B ACHIBLEERNZ VT v 7 VIERTFHE S5, TEMER RhoG 13
ELMO-Dock180 &t L T, ZAUZ & D iEME L & 4172 Dock180 23 GEF & L TEM L Racl
EIEMACT B, ZORER, BRHICT 7 F BB SR Z SN 5, FFE O IpgBl
I%. RhoG OHEREA AT L CRPTICKHME 2 T v 7 VA S L CHilaN~M2 AT 5



(Nat. Cell Biol, 2007),

1-2. ¥k

TR I8 TR THRE L HICEEO —RIcT 7 F o2 EE L GEfT 5, 1E
B L EIIBE M~ ILE L, o - AT OT R ), Zha@ViRTHEIZED
B X BRI CARICBG 2 IR T 5 2 N TX 5, RAEOEA ., WAAMIE
T - WS 5 & BEIRO—IRICHME S R D—D VirG(TesA) BEM L. i
AT VirG-N-WASP-Arp2/3 AN S ND, ZOfE, Hiko—mTT 7 F
HEDNFEINZOKENC LY FEITBEIT S (Cell, 1986, JBC, 1995, 1996, JEM,
2000), RHEZIZLOY AT VT « /A MR ABLOEL OME LT 7 F
EHEZHMMA LU CHIRNEBI 217729, WTivh, WABET 2 EHO ERMS 50
I~z v 7y —v, HER, BHRHIRE~NEEZ IR T D72 DICRAI R A D= AL TH
5o IHIEDT 7 F L EHAIEG LTMENERNT, L7223 > T virG Bis 1% K48
SE D EERITHET D, AR T, MIRLE 2 B 8)J 2 IR OB RE 2 9 B
Bi FCHIER & ORBBRTRERELZE ZA, MUNME MT) Ry N — 7 BERHOB
ot T D WEREE L o TND I EERWE L, L LERG D Z L, &
B9 D AR T MT 2 L7227y A E 288 L Cuvie, 20 MT ORENEM IR, 3
TIZFHRA DT N—T D BIRFIE TTSS £ 0 3T 5 VirA il 5 Z L RlE S Tn
7272912 (BMBO J, 2002), vird KIBERIZOW CHIFRE H OIEBMPEIZ SV TR T,
FORER, FRHFEIZVIrG IIKFE LT 7 F UV EAENZEETH, virdB a2 KEL
CEERE T, HOMBABEINE L AKT L, EORE., HoMEILE S A6

oty 7Y =777 F ¥ —{EIC L5 E M X O SERMEE CHiia N R
IR O ) & ISR & OBRRAFEMIZAT L2 & 2 A RIIEIT VirA 200 L,
Z DM ARG AR U TRERFAOMT 2= L 208 688 L T\ 5 Z &R IS
(4 3) (Science, 2006), MT |Z X HHIFINEBOEEFIZY A7V 7 « € /%A 7
AATHFABRICEO HND Z N CRERT —F) . MINTEET SRR I X
% MT BREETENE X E O MBI ENC B R BERE TH D b LI,

MT-+Actin+Shigella Actin+Shigella




[X] 3. COS—7 FHAE AN 2 B89 2 IRFIE 12 K 2 Mo NE s
ffi(%%lh77%7(f)”“$M(ﬁ)%%ﬁﬁﬁiﬁmé’i0ﬂﬁkb
Too AUSOXIIBE) L7 BRI > THEE SN -BUNE DRSS TV D (HERX),

Z.ﬁﬁmﬁmﬁbém7mﬁ&~®ﬁ%

-1, _RIEIHI & & A e

fﬁ-@%ﬁﬁ~®mmiﬁw*ﬁ% HET 5, FREII~ a7 7 —VMRAT D
&L BIAME L CHRE CH®E - T 5, Z OE CHEEN O IFEET HLPSE & e
H R 45 1% . PAMPs (pathogen—associated molecular patterns) & L C Ipaf (CARD12)
inflammasome Z{EMEAL L. & D Tt TH A/ RX—B-1%275MAbT 5, —J7 EFAIAN T,
R HIERE L 727 F K7 U J1 > %3Nod1 (CARD4) 12 & V) 7834 X 41, Nod 1-RICK 2 &AL
L T O T it TMAPKFREE B ONF-kBZIEMEALT 2, Z DOFER. ARATE ORYRIZ L0 K
YA N IA 2, TEIA Y, KOPIEESRT T ROEENRFEIND, ZOREE - &
FEINEIL, AP J OV A AR R 2 TEME L S, W OPERRIZE < . AR 21X
U LT 5% < ORMBEREMEIL N EERESH D WVIFMET 5720l S £ SEREF
(7 =7 Z— pUWETFERE) Z0W L THIT 5, LL, ZHSEEME O W
ﬁél%@ﬁm&ﬁé@Eﬁ%kiU%@ﬁ%Wﬁ%&/n7 55 DI RIEY 7
JEIAAZR SN L, 2T HDBE RN | AR TIIRIEMHICEHDL =7 =7 ¥ —F
L OFOENE LR F 2 FE L, T ORIEMGIERE 2T 5 2 L 21772 - 7=,
AL TR ZBREARFTE (YSHE0008K) (2%, 220-kb 77 A I R EYetafk kiZ, AVNZ
IR DB W% % 38 (ipaH9. 8, ipal7. 8, ipalfd. 5) & TE (ipaH0722, ipalll383,
ipall1880, ipal2610, ipaHO887, ipaH2022, ipaH2202) DA 710D ipalh&ln T HIEE
L7- (Mol Microbiol, 2006), AHWFFEZ /L— 1%, LARIIC Z D72 Hx0D—->Ipal9. 853
RPN BN CTHRFTE 2> HTTSS 23 U Corith SN AR E B8 L O RET 5 Z
& B L7z (JBC, 2001), AAFZE T, Ipal9. 8 & & 12, Ipal7. 8, Ipal4. 5, IpaH0722,
IpaH1383, IpaH1880, IpaH2610, IpaH0887, IpaH2022, IpaH2202 & TTSS% i@ U T4yis
SNDIET 2V EZ—ThHHILETRB L, INOLETOBG 2 REBIETLEKE
FRLL, ZORBERK L ~ U AR SEGL S, Witk T o RIEISEB L OES
KWK I LT, £ORER, RKELRKITEHARICHESTR Y MORIEZ &R L
72, WIZE O~ DO EERITABITIK T L7z (Mol. Microbiol, 2006), Ziub
OFERIL, Ipal7 7 IV —BRIEZ MG 2% FN 2 4H > TWDH Z L 2 <RE L TUe,
Z 2 CARMIFETlidIpal9. 8ICE R ZRKYD . KR=7 =7 X —ORIEMF A T =X Lz FH
(ZRA~TZ,

TRFTEE 2> & 73 W S A7z TpaH9. 813, Hf& AU HIIE & B2 IZRTE LTz, TpaH9. 8O T
DEEN Z A3 2 BT, Ipal9. 8D1E E#E G K1 % two-hybridii TR Lz, £ D
FIpall. 81X A T T A L T 7 7 B —D—>Th HU2AFP~FRICH AT oM E %
FOZ LB E o7, TpaH9. 8L U2AF D& A%, V2AFSITIKIF LT AT T A 2o




7 RRE L. FOFLE L Ipa9. SO K FHITh o 7=, F7=. Ipal9. 8% HHfal i
FIFBLEE D & 15 BRI T 523, B2 EOFBUT LV 15 EMAa O RIAEMEY A

NAA L EIT LD ET DL L OBIBTIREDIG Sz, £z, ipall9. SRIBIFIEE
BbRE L HIT, v ANREEGE S RIF IS 2 T 5 & ipall9. SKIBRE DY
VU ATIETHAKE S DARBIEN L VI LT, £z, Miflik~0 3 mERORE R E
BIXOMBMOI zma R=FF X —EBDEY, ipald. SRR DEG~ U X TIXEFAERK
FIOEEICHEML TWe, Lol MfHfE~OEDOEH L, 1pal9. SRIBERITEEK &
105D 1UTThole, ZNHORELY ., Ipald. 8IXTE DKL THEIN DK
JEZ@EE G T 527 27 2 —ThHoHZ LE2HLMNITHI ENTE (BBRC,
2005) ,

— TN AFAE T D Ipal9. 8D ZfiFB+ 2 HIY T, two—hybrid{s CTHEMIME 357
T-D¥EF 24T 72 - 1=k 5. TpaH9. 8IZNF-kBDENE Z il 19~ % TKK#E-A A ONEMO/ TLLyH X
OABIN-1~FEG T D HE) 27~ L7z, NEMOIEMEFHGHAE H ClE, TKKods KOV TKKB & TKK
BEKREFEK L, IKKaD U U ER{L 2 I L ONFBOTEMAL 28l L Cnd, LavL,
TNF, TCR, IL-1%5D#IF4IC LV . NEMOAYK63 (B X% F L D63%H DY 2 U 5Hk) K1F
72 B F oAb & 52T 5 & IKKEARITEME L S L5, 24U K0 T i ONF-«B2MEME
fbeivd, &ML SNINF-kBD & 5722 DML Z [H I 57291, NF-xBIT KV A205E
BFRNHE S, PEA SHUTZA200HIAE PN O TKKE S AR ONEMO-ABIN-1~f& A L C. NEMO
DAL XF U HEBSIET 5, T OFEE. NEMOIZFHORIEIAL L 720 | R4 E72NF-«B
OIEMALZ IS 2 (K4), AWFFEBRLATR, Ipal9. 8% FdeIpal” 7 I U —i%, E3VU A
—BIEEE AT 5 Z EBEA DG SN, £ 2T, Ipal9. 8DE3Y I —EiEMEH O
DT R R BTEFEHDOYVATAY) &7 7 =@ LI2ERK (Ipal9. 8CA) %
VERL L | BRI Tpalo. 8 & TpaH9. 8CADPEIRIT DN T H# 521772 » 72 FlFE F1 0> TpaHo. 8
1%, JRIFTE O bR~ D YT 3310 TNod 1-RICK-NF-kBRR & DTG MEALIC EEE 2. TKK
BEREREANE T DT 27 X —Thb I ENRHLMNE o7, BRIZBR~RZ L9
(2. IpaH9. 8IINEMO~HKE AT 5, Z DREEIZHAF LT, IpaH9. 8IZNEMOD = &' F L fk &
P L7, Ipal9. 8CAIZIZZ DIEMENTRD b iienodz, Bkd 5 Z L2, Ipal9. 8
IZ X ANEMO B F AL Tl lFROHILH X TF L DK48 B 5\ FK6E3IT -
T, KTQIFABDY VU ITEKFE L2 E X F AbBMT b T, Z DfE R,
IpaH9. 81T L W 2 X F AL ENTZNEMOIL, 7' v 7 7 Y — MMRAFEHI 72 45 fif % 5% 1 F . NF-«B
DOIEMEAL B i K Cuh7z, IpaH9. 812 X ANEMOD = "% F > 1{kiL, IpaH9. 8D ABIN-1
EDFERIC L VIR ST, £72, Ipal9. 83 X O pal9. 8CA% pEA: T 2 AR kK %
FRIL ., w0 ANREEGL 21T 700 iRk O RIER B 3 K OV O EE R Z2 72,
Z DRGSR, TpaH9. 8CAPE L ARFI B K DREYLAfi 1%, B £ TpaH9. 87 A AR YLt 12 < 5 X,
RIENTLHET 25 & & BT A DOIL-1BI LY MPOD L~ L (L TNz, L L,
it~ D B E AL, B A TpaH9. 87 4 JRHFIE 73 TpaH9. 8CAPEAARFIH & b THE
IZEWZ EDRENT GRsc#EfT), LLEX Y | IpaH9. 8IXNEMOA 2y & LT, NEMO



DTaTT V=M XD EHET D 2 LI ONF-BOIEME(LZ 635, #Hiiz/s
BATDOTT 2 B —ToDHIENRALNERST (K4, —F, L2V | IpaHl9. 8
IXU2AF®IC% L CHE3Y H—BiEME R L, 70T 7 Y —A X5 0MERELTW5
ZEMBHLMNTR T (RFEHR), LN -oT, Ipall9. 8 (BXWIpaH7 7 2 U —) &
RIESEDOIHNC P DR EE EZH I 27 2 7 X —THDH I ENWLN Lo T,

| ™NF TCR, IL1 stimuiation | | TNF,TCR, IL1 stmuiaton | Shigella infection
(Up)
Ue) Ks3-linked Ub
o
l l Deubiguitination l Degradation of NEMO
Activation of IKK complex
N o ey
| v (i X )

NF-xB activation l l

NF-xB inhibition NF-xB inhibition

4. TKK EAEKIZNEMO @ K63 A7y 72 &% F A X 0 iEM b S5, Ll
IpaH9. 8 73 NEMO ~#5&4 5 & | Ipal9. 8 ® E3 U A —BiEM:IC KV NEMO 2% K27 & 17HY
B X FAbE D, ZOREF. NEMO 2353 fif S 4L NF-«B DI L 3 mfl & s 5
H., RERT—%),

2-2. BRHHEDOA— b7 7 PV —IZ L L35k & B OEREE A B = R 2
IRFEDO T T = 7 X —iBInD—>, icsBxE/RBIED & EHITYHIZ EEZMANT
WHET 5 BNIREIZFEIRT 5 (Mol. Microbiol, 2003). 7= jcsBZE BARITAMMANIZIZ
ABERIZ XL B ENEIR L TV, 22T ZOERKOMANEIEL
U Y—Ah A— 773V —DFEOMBNAINT R TITR R e~ — I —TYt L
BPAERR & B Uz, E72. fesB ZBEROMIRINRE AL OBE)EE A Z i A 1 BEEIC
FOVBIETDHELEDHIC, L3 (A= N7 7 V—OFRN e~ — I —F2 RV 'E) OFF
E@%%&towfﬂ%jmﬂ%ﬁ%mﬁ—k77ﬁy—bmiDﬁ%éﬂé:&ﬁ
RENT, SIHICHEA DA — 7 7 V— B EAI TRl 2 BT 5 & fesB 2 ¥k
@ﬁ%ﬁﬁ% e LT, fesBZE SR % Atgh/MEF (A — k7 7 ¥ — B8 R Eefiig)
NERE D & TesB EEBKR G BAERIRFE & R NEEREZ R LT, A —
F77P—IZKVEYE LGRS NDIRHORE Y 37 ZFEE LICRER, VirG (H




INT I FEREFET DICDICUERINES R0 E) \ZEDJRRN & D Z L AV
B U7z, Z ORI EZRAIER, A— b7 7 O— RIS LB 72 Atgh A3 VirG ~E
B AT MR ATODDORA =X LMT LY EERBEFICA— N7 7 U—2NFEINn5
ZEMURENT, MR CEARIRFIE X TTSS 2@ U C IesB 3L, Zd IesB A3
VirG \Zkf LT Atgh & BRI A 21772 O MR, WIdA— N7 7 ¥ — Ok % [F]kk
LTWAZENRHBLNE 72572 (Science 2005) (X5), AWFZETIX, KEEAY 7 —
MR UGS - RS D ENA— b 7 7 P K D BRETEAEE & Th A R D
AT DA A Z OBEBENE OB b BO CTEETHH Z L &R LT,
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(5. ERMBENICIT DHRFEIC L DA — b7 7 o —Rl#E
WY b BRI PN~ U 72 AR B 1 TTSS 238 U C TesB 24335, IesBIZEL HIC
F— 77 V—DIENE IR DK D VirG ~SfET 5, TOREHR. VirG (X Atgh IZ
LafEAaEENICIVFEINAA— N7 7 U —%BIHETHZ LB TE 5 TcsB 28
BRETIE, VirG 23 Atgh OFEARIC IV A — b7 7 O —D5FE SR HE & 0 iR
T 5,

TRIFTEE O RAE LTS ahd 4 — N7 7 U—%, Atgh BEERERBOD VirG # v
NWIBERH ST HZ Lo THER I SN, £ TH— M7 7 VI X HE DR
g2 X B\ CHEfET 5 BEY T, two-hybrid {EIZ XKV Atgh fEE X /NI B DR AT
ST FEHL, Afp (Atgb associating protein) &9 BERERFNDIE 1 X /X7 B FEE &
iz, THVETO Afp OMEREMNT OfEF. Afp ITMKINIZIWT Atgh L RRINICEE
L. 72 LC3 LRERIS, Afp (34— b7 7 V—FE LRI 2 & BRI HEBL L
Too FE fesBEEINFIREOYT Y Afp 1TV O FIRFEFICREEZ R~ L, £
TR INCIIE Z I e A — h 7 7 TV — A HRET 5 Z EDRBO b (K%
®)o BUE, Afp Bl F 2R LIo~ U A2/ L, £O MEF ZH|H L THRMRE SIS
ROFEENDA— FT7 7 V—IZBIT 5 Afp OEEIB LU OFEHME AR5 2 7
ETHD,

2-3. UX?UT@%”—‘}‘77“/”—‘¢ ntuuﬂa&.@@ﬁ




ActA X U NI BHEEERRIZDWT HIV AT VT «F /YA NTFRAR, HED
Arp2/3 B OVVASP L EERA L., IO OMEELZE L CEHIKO—MTT 7 F U EL%E
FHET S, JHUCE Y EITHENEBE L S SICBEa T 5, £20 AE LR
FIE L FERICA— N7 7 U—Z BT 5 2 ERHE SN, SESERETANEESN
TWEN, ZOEEBIIMEARE LTARHTH 7=, &2 CTARZETIL, FRFEIC K 54—
N7y —EEE Y AT VT OA— N7 7 V—EREORRZ NS BT, U AT U TIZ
*T DA — b7 7 Uik L ONBGEE A 7 = X LA IR R TR A VD CRRNT L
7o GFP-LC3 ZZERELS W7 MDCK iz HWT, VAT U 7RREIC L Fashnd
F— b7 7 U — OB A HOR BRI X OWL LCS HURIZ X 2 S E B EE CREAT L7 AR
VATV TICEVEREINDA— 7 7 U—I%, B ActA ¥ 287 B & EIRE E 1%
BLLTOWDLEAITITABITET LTz, #IZ ActA OERIEBLEE O KE /) &2 K& S
VI ERKEZHKET2Y A7 U7 Tk, MlN CTEAROEFIZ LC3 2EE L Tui,
ActA OFE % ZBHEAK (in—frame deletion) D7RT. Arp2/3 1 LN VASP Ok &4 % 2k
ST bDERETLEITA— N7 7 O—DEB L REEE o7, TAUD ActA ZRIKIC
BWCE A= 77 V=R E T 7 FUOEAICLDHEOEIHMEITLT L —E LR
ot G, VAT U7 OMBNEEB N A — § 7 7 ¥ —ORBED BN A 1= A LT
TN EMFERSRIBEE N, BkH D Z LI, A— b7 7 U—HBENRREEE 2o T
ActA ZRBLT2HU A7 U7X, MigE P cCaexFonEmcEgEL, FlaexT
NBEDNWTEEEIL, pb2 (X TF ALY R TEDO DO TEML LT R EME S v
NI EORERZFHR L CTA— N7 7 U= X D0 ERET D) BLOLC3 bIFFFIZ
BrE L7-, BID. ActA DIEEZ L2378 (Arp2/3 BLOVVASP) fEAREELZRIKIL, 15
TR ChIEN BB VR BREMN L LT, 2 BFF 1 —p62-103 1T L VS
oy BHENCA— N7 7 O— O fREZ T 5 Z E BRI NTe, O ERET 57
DIZ, BWEEZ RN BEICLDBERZ NABWICEKT H2ETLVELTHOWLAT
GFP-170%ZFIIFH L T, GFP-ActA-170%35 X OY GFP-ActA KIBAEFIK-1T70%xD - X Z Z L%
JEEER L MR CHREA I, WTOX AT X 78 LN CRERIZIFET
52 ENAHE E T2 0N, GFP-ActA-170%(2 X D BRI ICIZ 2 X F o B L0 p62 O
BEEDYTRWD B ALIR D> > T2 D3 [GFP-ActA KIBERIR-1T0xTIXZ L O DEL DR D bz,
LLEDRERZRE LT, ActAIZL DY AT YT OA— 7 7 U —[ElREE, ActA 128D
HARRRNEEY VX7 ETEDND Z LIk, FiRkE S0t B COHI/INEE O
FONWBET L LR A= T 7 U= L DEMRE R L TWD Z ERHEE SN
oo DXV AT UT O Acth I LizA— b7 7 O — RS IX, @ OSS
EES Y Acth OWEERHALCA— N7 7 O— 2RI NS S, 2=— 77
LOTHDLZ ENHALMNE -T2 GaCERT),



> VASP

o Amp23
complex

6. URATUT « /%A NFRAZLDA— b7 7 V=3B L OZFOELEE T
Jb

ActA DFEBIN2 WV EFHEREBR N EXTF B LD p62 ICL VRS, Zhic
IHIZL DAL TA— N7 7 P—0FFEEND, LAl ActA BEFEFZ /37
'E Arp2/3 3B L OVVASP 6 LIREBOE KRR AL, A— 7 7 U —IC L VRS
ey (FHIL REERT—H),

2-4. JRYLAHIE O 5 & U T DOHERFHRIE O fiR B

PRI B34 B DS CRRAR & RIBEA MRV IR, T O BRI O FRA & RIEE (2 —
VA= NERES) X, TRIFEAR DR~ DIE & A BT 5 72 O I BB AR AR A O —
DL LTHMbND, EBHIT, BMOBYEZ T - EAIIE, FEER L 0 s e HEEL
B ORI R A BHIET 5, Lov L, RRE AL U & 952 < DXL MR X Z 0 &
D IR R [EAT OBH S 2 T BB LT, 2 2 2Rl L TRhER L R -
HTHIENTED, RFETIE, 2 ORI LRI DREGLEE > 27 MR LT,
FRENED X I L TENEEREL TV D0, T O AfRIA4 25 Z & &23HE L, L
TR EARRNCEE e Z O DMK 2 RFEME L TVWD Z 2B BN LT,




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

TR O RS G O P AL, RIEIC LV RSB S, & Ofs A 1L
(2 F THE LT ERATMARIIE ~MZA LA OMEGE 2 $iH L Cnd 2 & &2 R L,
ATBRAHEIE ~MZA U7 R BT 12, TTSS %38 U C IpaB 2395, IpaB Ofg EAEH /1
Z two—hybrid ¥£36 X UM ILIEIE TH~To & 2 A, IpaB [ EHHIGE HIFRE TP 5
APC-Cdh1l ZAIZHHIT 5 Mad2L2 ~FrEAICHE S LT, MBEN O E D 5 43U S 4172 TpaB
IF Mad2L2 &AL, MR O A~BAT UMIRE 2 62/M T 1k L Tunhe,
IpaB-Mad2L.2 #&ZH A 7 U VBl iR L N2 B X F 1L T v A L THRA L7725 E.
PA 27 VBl R X TFALI I, £ DORER APC-Cdhl {KFHI2 YA 7 U o Bl D531
N BT, Mad2l2 ~DFEA I8 TpaB D 61 FHDT ANRT X BT T =0~
BRI, A 7 U Bl O X ORI E IHIEDSEI Uiz, 72 0R 0
WaEUYXHEN— T~ 2 & EILRY% 12 BRI ST ~2E L CRE
b R RBRAAHRIE O BEFE 2 0 L7z, L2>L IpaB @ 61 FH DT 7 = @A RN E pEA
TOEREKTIE, BETE~2ET 2 AR OEEIEI A EICR T L, &6
(2, IpaB BEARZ pEAT 2 RFIEKIL, BAETRTRRE IR T, BE~OEERENH
BT LW, DLEORERD G FRFIEIL IpaB 2 LT, ¥ —r A4 — T 55%
bRz > F i A SRR 5 B BT G IS d5 N T RR T T oD iR (AR oD i el B A

ZHIEI L CWAB Z ENRHLMNI -7 (Cell, 2007),
Mad2

Mad2
@ APC-activation

«" polyubiquitination ., ‘ @ Polyubiquitination
? ‘s

S phase G2/M phase

[X] 7. IpaB ® Mad2l.2 ~D#EEI1Z X 5 APC/C EEIRDOHIEAE Z v . cyelinBl 23—
X F AL I NS D, FOREER, BN c2/M B TIEIET 5,



(i1) FRIFIEEC K D b B A s B o B L
LR E, 7o T ax s F ok a— b Liny vy — VICHBE R S IR & iy
EH D & ERMI IR ERR I L Ty — Ly B RS 5, LasL, TTSS 7
WSS OspE =7 = 7 Z —i8{n1 % K S W7o R 22 BRI, BRI~
TRREIZVY— L0 OHBET S Z ENM LTV (Miura et al., Infect Immun,
2006), OspE & ZD 7 7 I U —IX, RHEE DA77 53 0157, EPEC, Citrobacter
rodentium, HIVERTHE, TISS BT HWREMEND GEELE - DS bH=T7 =7
2 —T, 7T /BO—REFNOFHFEMED E <, L2 > TEOMKEENH ORI EE
BRI L TND I EDRBEIN TV, ARIFFETIL, OspE DJEGRIZRT= 3%
%%%%Tét IZ. OspE DIERITE EF DR 1T > T FDFES. OspE 1%
Integrin-linked kinase (ILK) ~FrBAYIZHE AT DREI AR L. OspE & ILK DFEGIC
X 0 HIRBES PR AMEE S D & & BT, AR ORRYLTIB W T BRI o SR e AR
226 DOFIBEZINH LTz, OspE B RIBZEK TIL, BAERICH T, Mo
EUTERDE LK T L, Z ORGSO~ N Y > 7 ZA~OEFERHEI LTz,
RIS TTSS %38 U CTHMW E 7= 0spE 1%, ffEBEEEALIC LK, B F 2l
REVY U ELEBITHEL, 0spE O ILK ~DOFEARELRRKTITZENAHE L TW
7o OspE OMIFINFEEIC LV | MRRE BT LB1-1 7T 7 U COEDBEMNT 5
eI AT TV D — A= S A, M EEAE RES JUE L T U2, OspE
D ILK ~DOFEAIZ LV ILK OFEEFPEAI L T/, L2 L OspE 1%, HilusEs
HIZBWTA T 7 oDy 7T IMREICED S, ILKEGEOWR Y 378
(/X% U >, Parvin, PINCH %) DOFEEITITREL 2 > 72, OspE DRKGLIZ BT D
BB % | AWFIE CTHESL L 72 B /VE » MEFEYSE T VI L - TIRAET 572912, B4
BUPRATE & OspE BAR T RIBRZ - 2 L S, B ORIERBUG, BEEERL A
L7c, ZORER, OspE REPEEKTIL, RIEB L OEHOEEIZB O TEARKIZH A~
AREIET LTV, LLEORER XY | JRFE I OspE D ILK ~OfEE A8 U T,
Yl D FEEBE L 0 RIS 2 2 & 2B L T D Z BB b e o7 Ga
R,

oy

3. RO~ 7 v 7 7 — Viliia SEEk SR O & £ DI

3-1. _ffnstsE

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

WL TAAN—B-1Z0EM LT D, ZHUCE - T, w7 077y —Y Ol L

DRNRIENFFATICERL SN D Z ERME SN T\, LU, ipaBRIEERKEE B

AN—P-1/) v 7T 7 b~ AHRO~ 7 07 7 —IIEGR S, EHICH MG

“@ﬁéﬁék HETOBIERRBD LN OO, B~ AHRKO~I a7 7—
FIFFREOMIENFE I N, ZOFRRNMEEBE LR, UV E FARE

Uﬁ/\ WZEDRKRWEN G END Z EDRB ST (JBC, 2005), HEEH D Z LI




ZOVE RAESIZ XY FHE XD MIALIXTIRAC bR L2, £2C, U E KA
\Z &K D IpaB/ B AR—B-UIIEKAFN e~ 7 v 7 7 — VIR EIZ B D 5 5 £ H
F L LT, Ipaf BLUASCOBHIZHONWTE L DRE~T ADERHBK~I 0 77—
CEMNWTHAE L, ZORER, ASCRBE~ 7 RZBWTIL, I ARX—E-1DEMAL
FTTHE LT b OOIRIR & L THIIAZENFHEE STz (PLoS Pathog, 2007),

3-2. VI F ~DItH

bl X oz, FHEN~ 7 v 7 7 —VIZA LR DM EIZBE T 5 & TL-1
BEELWIL-18 DFEA L WNBIZEZ S, Ml 7 a7y —JIZidrr7n—v
ARRMRENFFE SN D, ZNE TICHB SN TE 8 HERAY 7 F o HRITMER A
REALTEY, LER-sT~x7 a7 7 —VOMBEAEFHER LML TS, 2N
PERMD 7 F o TROLNTRIE RN THRIE W TZBIER) 36 X OMERG o022 55
BOWERERDERIIBZOLNTND, ZZTCMMilaB IR~ a7 7 —U~DR
ABIIRFFT 208~ v 77— ORI b IE ~BETAEE & 72 > 7255 R A
B ERCE U BRIEMO L VLR T 7 FUKRERDWREERS D EHZ X5
iz, 22T, ZAY=T OMIRARTA XA > VBB (inv) ZIRFIE O
FR AMERABRR (ipaB) ~BAN LTz, A o _A 2 U ERBTHEIIMMRERmOp1-
AT TV ACBFEE R L, w7 v Ty =R DMIEANE S RS, ipaB
BETOXRBIZLYV~7 a7 77—V ORBEBMNGEEIMTE T, 20fR~ra 77—
A~ L TO MBI E IR, JTTd ~ 7 v 7 7 — Ul 2 O %8 R A kG
SHDHE, BIIZEITRELSHEVIAEND D, M E> TREICHWM IS
IL-1BB LN IL-18 DBEAEITE L <K T L TU 2, FEEEIZ BALB/c v 7 AR ERYLE T
N DA XA L U BEBUIR EIRIT K D RRYBH N R DS IR A AT 7 o T2
it R 51 O BRET L CUI AR EE D47 ERIRIE R 25 7 & AL T IS B FERSEME Y A B
AA DIER EAITERO b oTo, FIAA EORREIR (KERDEORIE
Mbd TEMTh 7o, —J7, &5 1 7 HEO MG I L ORE ek - o bt
IR LPS-1gG, ~TgA RO E /e ERNA GV, S B ITEBEE O IRF B B A MK
el 2 mWBIERNR DS R ENTc, ZNHD T EMNBA A U FEBIR RRDME
RIEMERRT 7 F o & LT ARIORIUBEMAFH B EY 7 F & LTHE
THABEMENRH D Z EAURER S (J. Immunol. 2006),

3-3. _ENE v MEILET VOB

HRHEZ . BFHNERERICT OV ZAOGE~SRONICES L, HE TOEDA
R DA WAREE L2, WT O~ T AZBWTHEREIRBO bhanrolz, Zh
2> T, Kweon 5D 7 )L—7 (Y 7). International Vaccine Institute) & @
HEFBFFECTELE Y MNEREEET VEZB% L7z (J. Immunol, 2007), AE 7 /LIEfE~
D IR 73 25 BRI 6§~ 5 S MERBR C & D THREBLM: K <WRMEZ k45 2 &2




RENTZ, & ZTHBERTICFE LT 7 = 7 & — RIEK & BAEKRZ VT AU
RET VORI ERGEELTZ, WTFNOBEE S, %t 7 = 7 X — KAEKROIGE A
EAERB L OGERIEFEOREIIHAERICHAFEIETL TR KETVOHM
PES S BICHER S LTz,

8. TRAIEDENT v MEFREGIT KV FIE L 7= e M AR

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

PRI 1T C BT TTSS 218 U T 50-60 fHDO T 7 = 7 Z—Z 53 LT\ 5 L HEE
ENTWVD, KIFEIZE > T, =7 =7 X —O&ENL, (1) BEICHLERMIAERERED
FHEB L OHEICED L b, (1) EARMERPE S 27 A0 - SIEICED 5 b
®, (ii1) RIE - RFISEOMENCEDL S D, (Iv) MENOEFIZEDL D, 45
DEATNEHDH T EVRHLMNZ o7, L L, BRI BITAKREIDH LSS
DIFELRED 350 1ITRET | 5% LN OF RO Rm CHE SN, =7
IV A—NREEND ZENTPEREND, Lo T, AR TR S-Sk
FELR L NCEMEGET VEIEL C A% IR D7 = 7 X —HEREDMEIICELY
M TETH D, RS, RFRTH O, ARV —T Tl e U HF
BRLOYRIRMERBGE OB - 2 R EZ A L2 b b bR I 51T
(Bioessays, 2008; Cell Host Microbe, 2007, Cell Host Microbe, 2007; PNAS, 2007;
Cell Microbiol, 2006; JEM, 2005; JBC, 2005). flo>KEMEEEHEOHI-/ex7 =7
H— L E AL TITR DI D RE TR D RGNS 2 M2 5 7o O 2 2 & 3 I fr
Ehb,

iz 7R A B G D FERA ~ DG H

AL TIE, RRAEB IRV AT VT OA— F 7 7 V—IC K 285 & [BLEEEAE 2 I &
M LT, 2B OHETIX, WIROWINR DR A — N7 7 V—IC X VRS b
DI, F— "7 7 P—DERNE R LEEEm D FERIETLHEEBIZ, A= T 7 P—




ORI 516 ER 72 FE Lz, KL CIIRFEIC L 54— b7 7 O — Tk B
boFTlen 1 (Mp) &, Atgh fERX N7 EELTCRE L, LL, Afp 2D
DDFH— K7 7 V=R R TEENT R H]E STV, Afp 1T Atgh & [FIERIC
siRNA T/ w7 ZF 0 SHL LMENFEIND, LIeh> T, AW THEH LI
A — 7 7 U—IC X2 BRI CH =il a8 AT Ll A— 77y TV
— LB DA EROMFICY — L & U CEBNT 2 /TREMERS H i s n s,

I F DB

IRIFTEE DR REE I B W TR SN A RIEINE L, BN~ rn7 7 —UB X
O LB ARBR O FARE ~IFHE U, 24028 B ARSI 2 I3 2 A 5 . RIS R D 72 > Cid
Hol BIMLWRIENFHFEINDFIN B2 LN TWVD, Z OB L WRIEIRE % Jii 9
DT, FRRIEIL, OB E LIV Z DT =7 % — (0spG, OspF, IpaH9.8 7¢
) BOWLTWAZ ENRHEEIN TS (Nat. Rev. Microbiol, 2008), 7RI 2 5%f
T2 YL, RO LPS & R L T2 HURIC K 0 FHE S D HGEN EERTH S
ZENHBNTND, Liehio T, BIEMNRRFT 7 F 0 &Ik, RRIEFHLEME, 2h5EM
PRBARES R M| B & OV ORHGEME & D NS RRRE 2 TOAR T A LN D D, ITAE,
ESD T N—T 5 L OERE T NV —T DM RIZ L0 | BEYGRE L THRE SN D RIEY
TFNARBEZBT 2RO REBICEEIN 2205 5, AR TIL, 2D D& R ZF|H
L CHI-2 059595 Y 7 F A OB 27l A 725 (J. Immunol, 2006). 4 14 IXAHE
FERR I, B DGR E N TR ® Y 7 F o 2 ERLL C, & ORGP 5%
AW THFE LB Ey NEBEREET LV EFIH L CGHET 2 TETH D,
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