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Providencia alcalifaciens (PA) B3 < LIFRFEHEOME L U TR EN TE 72, PA EIIAEMHELE-
77 LRERETHBNAERHCB L TRBY . BRARIEMEL LTRSS L. b FRBMOBERNICLEET 5,
UL, ZORIRICERR EERRITE 2 L COBBETRAEOCRERE TIRRVA L W I BESBEICESH 52,
I B DBEDOEREDHIX PABEOMIZ S TAFMEZTTHESSBESNS Z 215, —REIIREMEIZ 2V
ME CGEREE) LLTEXLhTER,

UL, BHTO 2 rFOSHE L 1 rFOBRTTA, BH, B8 HERET5EFARFEAREL, 5270
BDBRIELI, ZOEARTEORERE L LT PAERRESh, ZOEMBPEHRED PA EKIZHEEME (v
FRIGEHERD Caco-2 M) ~DERAMRBIC LY, MIBBAELZRDZ, £, BERESASMEREF LT
ZUYFRERBEAL—TRRTH, BOMEBBENBEIL., BERRME REFE) KoV THLBEEREL2E-,
LU, PABEOKREMEIZ OWTIERERALL,

A HOMAETIIREHEFARTRHRD PAKRICOWVTHNS &, ETHBREAESERBEEMEE LTaHNT
WHRPBEREEOS < 13 TISS KAFICAIBAL TS 2 & A 8E Sh TN HDT, PA BOBAKICEETS
type III secretion system (TTSS) IZDVVTHERT Uiz, PAES TTSS ICRBE T3 BEFHEE TR L2 RH LT,
Z D TTSS BrTHDESNL Salmonella E® TTSS Bi=TFED ORF tEVVERERY—%/R L, PA ED large
plasmid FICHFEEL Tz, ThHOEN S PA EIX Salmonella 8 & F#E7: Pathway TE ZMINICEB AT 3 THE
HETRL TN,

PAEDMDFEREFIZOWTHRD & in vitro Tt b LRI HEp-2 123t L T Cytotoxicity 7733 2 & B5H
o7z, fEIHFHERD PAEO Wildtype #k% LB 51T overnight #23% L. HEp-2 #lGIC R L &4, 3 ERR%ICEE L
HWPDS 7 h—2AFk Fuy—¥ (LDH) @{ﬁ}#%{ﬁjé & CHilREE T 7/, Cytotoxicity SRz, Z DH
RO I R R FRIIC LT 2 Z & o te, — HF PAEDIER EELF v LU P LEEIT LDH X EHET,
Cytotoxicity #5877z,

PA % HEp-2 MBIZ/EA X, Actin DEERF L 25, HOMBEBAIZ—FIT Actin DIEE LD, B
12, Actin 822 ® Inhibitor ®—-> cytochalasin D TR B L. PAEIL HEp-2 #jIZxHd 3 Actin DUFEEFIE -
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BT, PAEITHMBBAMENRRL ootz, iz, cytotoxicity HIE S, U EORELY . PAEITMREA
PEEREN SRS ERT I EBRA LR,

&3k PA BiZ—> 0 large plasmid 2MEH LTV 5, Z D large plasmid % KB X &7 PA#I%., HEp-2 izxt
LT Cytotoxicity R &M o7, PA B® large plasmid FiZix TTSS OBETFHNFETIOT, PA EHO
Cytotoxicity {= TTSS 254 3 Afe 237, PAHE® TTSS #i=T % K& X7z deletion mutant #E% AT
Cytotoxicity % #-<7=, Wildtype #kid cytotoxicity %3 &# Z L7235, TTSS L BH#E Y 5i8{sT SpaP (TTSS OH#E
DEKEZ L 7GD—) & SipC (Translocation H#EE & Actin DEE % Z 2 orE % #-> TTSS D effector D
—) KRIBHETCIHIRBEEZR DR o1, ZOZO%OKERD complement B Tid PA OMIEMESEISE L,
HEp-2 #IfEH D Actin DEFES B &= Lz, = DB, MIaIZ Rounding 35 72 ETHHBR E %% L7248, SpaP & SipC
KBEHTIIZ OBRELBD R o T, BHARISOBEKSEE PA Eik (RIMD1656013. RIMD1656131,
F90-2004 & 24717/92 #) %A\ T, Cytotoxicity DEHEEZF~S L, TTSS DEEFEH TS F0-2004 FRik
Cytotoxicity BHETdH 5 DIzt L, TTSS BMEF 2o TV AVRIIS TRERELBZ, ThHORBRELY, PAHE
2 TTSS IREFH R MRFEEZ T T Z PR T, .

—7%. PA BOEE EBPORWE LRI Bl L, SRIEESNDZVNIERDHY, ZOF0 N7
2 (Sephadex G-100. DEAE-Cellulose, and Poros HQ/M columns) % AWTRHR Lz, 55 FEidH 25 Kda TH
7= & 2237 O N KRBEFIZ T LR, NBE E coli ® Manganese (Mn) SOD L MEEMERE o, £2
<. PAHIDOEHE EiEHD SOD DIEMEATARD & BOERER L B L ¥ 27 THiEEEZR D, PA ® SOD
DM L BEZ AT A7- DI SOD EaFr /e —=v7 L, DNAV—I = v 0 T &(ToT, Bbhiz DNAK
EEFL E. coli ® MnSOD BFI & 72.5%DHE 0 I—% > Tz, SOD OIEMRYE (HaO2 BEM) 2L 5~1
&R, PA @ SOD i MnSOD 0#th%#iH, DNAERSIDORERE —H Lz, .

SOD OFEEME L OBV IZHOWVWTEZ S L, MENBENEMI (Macrophage 72 8) X VEZRENIDERHHEZ
LICE V. BORBEEEEDTOSTENRHS, 22T, PAB® sodd (Mn-SOD O&{ET) deletion mutant %
#ERR L .J774 Macrophage $IBIC /4 5 F ¥ L VEBR % 4T » 72, Mutant B macrophage P T DA wildtype
& sodA K1 % complement L7z#k L VIEF L7z, FiZ. 4384 DDY vV ROMMENIC PAEZERL, vV 20
EBREFHEAIBY~ T AEBRTYH., sodd mutant BRix. wildtype & complement #R X Y RWEMENSTH b2 &
Brotz, TRHOFERL Y. MnSOD X PA BN AHIIED superoxide IZ X VR ENZ0OE[E, PAEOWRRME
BHOTNBZLMahY ., FREFO—DEEZXLND,

AREOREREE LD L, OPA EIXBE LEMIICT2BAMRH 22 &, OBE LRMIIZX LT TTSS
KRR R & R = b . 7. @PA #75 MnSOD #S&ICEA LTV 5 2 &, @ ® MnSOD i Macrophage
#aPI T Macrophage @ Superoxide & L 2B EA 23D, BHOEEHTVDHLELLND,

“hoht, PA BHXBEACEEL TCWAIRREEOA TR, TRZSIEEZT—o0RPERERE & LT
A%EZXDZERLBEI R0 I EEBRALIZ,

RXEEOHKRENOEES

Providencia alcalifaciens (PA ) 13BHICRER EEO A% ORITHE 2 & TOMBEME TREQCRRERE TRV e
WO EEMBEICEBIH DB, b OBREOEREN DI PA BOMIZS TRREZ S THESSH SN Z LD
£< . —HREICIE PA BITREMO 2VE GERER) LEX LN TRk, 1996 4 11 B ICEHHNOHHE & &
BCH 270 £ OEFAPEASRAE L, PARASZ ORHRTBOREE L LTRAESNEI L1 b, PARMRRMEE
ETOMEEEZXONB LD IR0, LL, PABEOREMEC DV TR AN - TV, ,

HEEHIIEHA%RD PA B3t b R (HEp-2 M) Zxtd 2 Cytotoxicity #AHDZ L& RHLL, Z0
Cytotoxicity iZ TTSS (3EHWIERE) (KFHN T, PAROMREBAKLBRPIHLZLERAH L, —F, PAE
DB EBEROSWE Ry BRARBD L SRIELESND Z V7 EBRIFE L, £D—2% Superoxide dismutase
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(SOD) THBZLEZHELMNT L, B L~ PABE® SOD it Manganese SOD D&M e L, Z0BEETE 71
==Y LT, 7 I BESIZRE LIRER b REE Manganese SOD & 72.5% DE\VARE 0 V— & o Tz, &
 SOD i, PAEMETORMAL (Macrophage 2 &) WX VBB ENDDEBIELTNDZ ERdhots, Bz
v 2 % AV EBRT Wildtype Bk & Fo=C. SOD DRBMOBIEAES T 7 ADAEBRENE < 720 . SOD Kk
TREENBL RBZEBIhoTn, ThbDZ hh, SOD i PA EAAMEID superoxide 12 & DREENBO
Y0¥, PABOBREMELZEDTNE I ERH0Y . FEEFO—2LEXLAD, '

LI EORAEN D, PA BN RTEL | SEZ TR SR, PARIARTEOREEO—>L 25 2 L 2
BNT R DT, AR PABORTERER L LTOERLHET 2 LCED TEERMALRET 550 TH Y,
EUOREIET 5 L EXBND,
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