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B 9TTEICNOHBRBEROFEZ Y EET LABROFEIRE SN, 1982F ICKRE TR EREEKRBH
(VTEC) KL 2BHEFRELTCIOROL MIBITHRERSHRSI, 0K, HRFHBTIORHIILLR
PEISRE SN, RETEZFOBBEND L VIIEFABREFIEAZEHTHRESIN TS, BHERMBERBEE b
NAHZOBIZE B EEEDEIRE L CXHIMBEO TR E, HFRT 2BEMMRSEEERED L P RBERBREIBT
55, VIECIZ X 2 REDBRIL, 1) KBREIHERIIMANEL, au=—-%2BRLTHET S, 2) YXuiFk
REEL - EHT S, DVT, 3) NoFERSREANICBE LEMRAEEL, SFMIIBEMREE, #Fim, R
PRAEELFIERITOERAT v 7DD D, E6I12, BE Tllattaching and effacing lesion & Vb 5 HE
FREMBOBRENIBEINR, TR NOFERZDNCVL OPORFHIEET S, AW TIZEEL LTVTECOE L
LY AT ARFIZOWTEEDMBEE BT 5,

#2E|HE - BEMMEABE, BEEAXBEREOLT, ¥ALL YA, [ERTF, NuFExE, BHE (347

Enterohemorrhagic Escherichia coli

HirosH1 MoRI, SAORI ITO

Abstract: Verotoxin-producing Escherichia coli (VTEC) was first reported in 1977, and was rec-
ognized as a human pathogen in 1982 by an outbreak of the disease in the USA. Thereafter, the
food-borne diseases by the bacteria, enterohemorrhagic E.coli, have been reported in many coun-
tries. The VTEC infection is responsible for a heterogeneous group of diseases, including diar-
rhea, hemorrhagic colitis, hemolytic uremic syndrome, and central nervous system abnormalities.
The process for the development of the complex diseases is considered as follows; 1) adherence of
the bacteria to intestinal mucosa, and enteric colonization, 2) production and release of
verotoxin, 3) local injury of intestinal epithelial cells, and causing systemic disorders such as
hemolytic uremic syndrome and central nervous system complications. In the present paper, we

review the literature concerning VTEC, and its virulence factor in particular.
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KBH (Escherichia coli) BWHENEEMAELBRTIEERTH ), AFIIRERZRS 2V, LaL,
—EBICR TRA FERE TARER AR T ARELHFEET 5. COREEERT KRB ICIBEERREEKREH
(enteropathogenic E.coli, EPEC), HXREM AR (enterotoxigenic E.coli, ETEC), BERBMEAR K
(enteroinvasive E.coli, EIEC), B&H MMt XK ®E (enterohemorrhagic E.coli, EHEC) B XU BEMA
MK HE (enteroadherent E.coli, EAEC) O 5 BEMHMOSNTEY, ThoGFhEFhEL > 7-BFTTFH %
FlakzdY,

EPECI160-megadalton (MDa) ® 75 A 3 Fiza— F&N7:94kDa®sEs >~ 77 (EPEC adherence
factor, EAF) 12& o T/ B LML A% L, BAr#iCattaching and effacing lesion& Whh ARE L TH
PFRIT, ZORLIREBED LS ICEHECREAECIZIOWT BB sNDS, THIZMBLZIRAAZ LTk,

ETECIZI L 9 HHR L EUOFEEL (Zr7ubx ) ThoHMER (LT) B L UMANER (ST) T E
EL, aLIBOTHERI T, FOREMREHRIZIIKSS fimbriaeX®CFA (colonization factor) I 8L U1
R EDORERFICLDBENDREFLHATH S,

EIECIHFH & RBTE R WERZFIER T, FME L FABICAR LEMBICRYIATH, 77TV - A0 L8
BL, MM THEREL CHRLEICES LY L, TOKE, OECKBOBEEEIZEO ONL, WERERBRICIE
KEDT5AI FIZa— FENMBBART & LTOINES 2737 ORRAPLETH 2,

EHECIRHZRD L ) IZNOFBROEEZHHET 2,

EAECIIBEREMEABHE (enteroaggregative E.coli, EAggEC) & d\bih, attaching and effac-
ing lesion% 23 7% YEPECICEML A0 %\,

A TiE, EHEC, HICHEHABEOLSTIZEH L TXBMERZRAAL,

1. EHEC& &

19774¢12Konowalchuk et al.?i2& > TNl (vero cell : 77U # 3 MY WUEBEROIEEMAK) H
EMOBEFEETIABEOAESRE SN, 1982E I KETNOFEZEEARKBREICLI2BPENREELTIO
FEoe MBI ARESIHERINSY, 20K, HRZBTIOREICL2BPENRESN, BETIRZTOHEN
H5VIERRENIAZHTHRESN TS, EHECEHNUHERAEETLI L2 2ORHE L, L72d> TEH
ECIINuHEEREEKXBE (verocytotoxin producing E.coli, VTEC) & bIHEN 2, ZDOREM L b DA
EROTOREMABRE TH L, NOFEFIZidverotoxin 1 (VT1) &verotoxin 2 (VT2) D 2iEHH Y, ik
DEIVTIREERABOEET AEEHRLE 7 I/ BEVASFE—TH Y, VT2IH60%OHEAM HH, L7
Ao T, ThoHNDFFIEShiga-like toxin 1 (SLT1) B X UShiga-like toxin 2 (SLT2) & bIHEH, &,
INLDEELEETLIABE L EEFEESABHE (Shiga toxin-producing E.coli, STEC) ¢ AT LD
b, INHIEFVTHOFAKETHY, AW TIHVTEC, VT1, VT20FEAEHVAHI L ET 5,

1.1 VTECO ;&%

KIBHEIZZ 5 LAREETHY, NMEEZET D, CONED)ER)F v H 54 FEERT 558 (OMNESHE)
DOH7E L ORGEIC X ZHEAEDBZEVIC L > TRBE X160 Lo mERIISHEN DL, VITECERRIEIIS T 2 HEH
DIFE A LIGIMEROIST:HTE - 34 #H/- BB A R E R2VOLTH-OKBRE THH L ST o5 H, £D
s d NOFEEEEET L KB E LTO26, 055, 0104, Ol11, 0113, 0121, 0126, O1457% L DIMFRD & D
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AHORTEY, HATIHOIL:H-B X V0145 H- 12 L 2 BFAFFORENFE SN TVDY, T, WEEKE
BOIST:HTIZEEVTIE VT2OM 2 EET A, Lo —H2EEATLLDLHET D,

1.2 VTECE# &Rk

19934F, RE TN NN—H— % BEEAL LTHEE L KRB OREEABREOIST HTER AT FICH Y 5% »
5, BREIMIZ3~5HEENTHY, 19964 6 BICERT CRE L-£HADHE (015T:HT) TH2HDHZED
BT,

BRI EY AR OB E 100U T E SR THY, ILFHTIXIY, EPECTIRIC~10EDH DENAHLET
HHIELHETLE, BOTLBROROBIMTREL, FOHEAL L CHROBIIN T 2EAMI BRI, £
OEHHEIZT T ¥ CBEOBMPICHEET A LIZ L > THRT 5 2 L AHRE ST S,

SO S AU B A LTI O S - AR L, BREYEET L, TOBRRERANE L UL YN
CEREEAEEL, BAOEREREBTL, FOERE LTRHOBOTHE, KT 5 E MRS EEREE
(Hemolytic uremic syndrome; HUS, sIREMME, BiEm, SHEAE, fMhmEEEFOEER, /K
BAE) BLOTHRARRRENETONL, ZORERNOHFRIGERTLEE25N 5, OIBTHTEREIZLY,
#10% D/NBAHUSICE TBITL, SRHRETLRET LI LB L7, BERATIIHUSICETRBITT A2 L3I
EAERNWY,

Y 22T, VTECZ®D b DA LM 5\ M BI7T 5 2 & W& L72#lix 7% <, VTECIZIZEIECTA
BND LD HHEBEARAVESRTVWD, Lo T, HIETHORERFIIEIECLIZESY, VIECTA
LNLEHWERINTEZZOLONSMAIHITLTREAT L EL OGNS, MPBITEEIZOWTOFMIINS
nTW s, Waddell and Gyles®id 74 ¥+ 2 — VENa % BENES L-BABD 75, 5 3HLRY
T TRESTFINT IR EOEEESTTELTEY, VI2OBENZKS TEFNLRENTIERIINDLLELT
Wb,

2. VTECIZ & 2 REHBIZ

VTECIZ £ 2 REOERICHE, 1) KBHEIRERCHEL, au_—2BR L OHET S, 2) NOHERTE
B EET S, OWT, 3) NUFEHENRAPICHE LEMRTEEL, 2F0CIEMREE, B, PR
FEEFDERITOEAT Y THAEZLNS, &517, BE CTldattaching and effacing lesion& Wb 5
S EMORENBR SN, NI FEZDSMIW L o2 ORFHFEE5 TS, VIECOE VL ¥ RIZE5 ¥
LETF - EEBFELYHOMICL, FREHHITAZ L BZZOREDTFHH5 VILERIZOLNHEEZLNL, L
F. FNFNDORAT Y FIZ2oWTHERD,

2.1 BEICHT 5%
VTECOHRERREHROBANOR T v 7& LTRKB R IIGERBICES (%) LTHETILENS D, ZONH
3% Dattaching and effacing lesionk VWhHNZHRELXTHICL, BEMRIIN L THBREDONTHE OB
BBEEY L0 L, HIMO TREERT S E®I, BESABEELLEFTFENTHORTF THLNTER
DER~DBALXTERIZTHEELONS, CORFDAT v 7 THAMAEICI, #E, BLUattaching and ef-
facing lesion B L TAWE SN/ HEE Y » /37 intimin D B 5§ %,
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2.1.1 EICDOVWT

7 % VT2 KB H TIF107 fimbriaedHHE CRIES NS LHESN TV LY, BEFAFTOF 75 ZH /28K
i, WEMABEOISTME0 MDad 75 A X FiZa— FENZMEITHERRRICES L2 T2HEYD
HHH, BMEIZLLBERE~ONE, 20— BROBERRANOBEGOTMREETETHZ LIITEY, &
B LAFFIIDV T E LIS BRORFPVLETH 5,

2.1.2 Attaching and effacing lesioniC DWW T

VTECIZ KM Zattaching and effacing lesion (A/E %) EE5bNARELFIERI T I LML T Y
AW, ZOREZEPECIZE > TUMRICFIZ R SN2 MELEML, BMEE (microvilll) DHK (effacing)
* %@ & 45, Donnenberg and Kaper”if, COREIEL) 7IAI FIZI— FEINTHEEBIZ X HHERBEA
Oft# (local adherence), 2) ¥ 7 FIMEELBEDHEKL (signal transduction and effacing), 3) fEE
LD FREMBEADOE O & 5123454 (intimate adherence) D 3 DDEMEL&EL L LT 5,

2.1.2.1 intimin % 3 — K9 %:&8{5FeaeA gene

A/ERETALNS FEMAEIZHT 2B OEEIZ1394 kDa?intimin® & Wb A9 ES X7 BB ET 5,
EPEC?*bintimin% I — F$ % #{EFeaeA (E.coli attaching effacing) gened’7ua—=r73h", DT
REMABEOIST:HT2 5 beaeA gened’7 O—=r 7 EN7:, MEHABLEOIST:HTDeaeA geneldEPECD
bOLFEFIIBVHEMNNS LA, SAUTIIETRLZEY, ZOMENFEPECII/NRIZITZ—%2BHTHDIIH L
TVTECTIRABIZIIu=—%2FEL, FREFREL B TA/EREXFIZECTILOHEHATH LD L
Nz,

eaeA geneld HHFEAENDLEE (Locus of Enterocyte Effacement) &\:bhi 284 (35 kb) 1L, LE
EXA/EREARITETORIFET L, EFHMEZELZ BT 5 KBELETECIZIZAFEL v, $72, LEE
1ZA/E lesion® 7O DBEFT THONRTWATRTOENL Y ARTF, eaeA, eaeB, sep (secretion of E.coli
protein) 23— FLTV3%", eaeA geneldA/E lesion® T 5 DICLETIIH HAY, A/EREZIIERET
TILEATFTH Y, MEEBOEMIZIEEHIZLEELS 2 BfZTT, 25 kDaOKR ) RTF F&a— F¥ besp
A", BLU3T kDaD K RTF K& IT— F¥ bespB (eaeB) PHUETH5HY,

2.1.2.2 Intimin 29 L TKBE /% U - EE#ROE(L

Intimin#/r L CRBEVEE L FEMBETET 7 F /R FOMOMBEREROES I A LN, intiminid
BEALAT7FVEEESNABEREL 7Y —ICEETAZ LAHREY IR TVE, ZOMBANDEILIZEPECT
1290k DadfE T & > 732 (Hp90) DV YEL®, 1 /> b= YBEROEERMAIACa™ DEMmE 5 &
ENTwh, =%, VIECTIEA /¥ b= ) Y BRROEELMIINCa ™ Oz 25, BE LIRS >~y
DFaL ) B EL WD,

2.1.3 BEAOME & BEOBEKEMHICOVT
BEAOREIZMER OMEIC L 5 BREOBKERICHES LTV LEENZEZONEY, T4hbb, BidDT
X, NOUBEXEETHIABEICIIEAOMBEROLDNEHY), L TREOHREDH 2 KBRHIITXTEFD
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EHALKREEIN TS, ZTOWN, 05:NM, 08:H9, 026:H118 L VO11L:NMIF2-8AFD 7 VIKEZF &
L, 026:H11B X U0111:NMidk FTHRET S, —H, O5:NMitk b TIEREEIIAVZL L, 08:HYIk FTH%E
FERHME SN TVARV, [HEKEEIZOIST:HTB L UO0IST:NMTHHEETH Y, OITTIE Y VIEREL 2V, 2
OMER OMEIZ & HEFEOEKESIELE ENLZNOFROMECTEFHATE Y, MEROHET HAEFEM TO
caeA geneDMiE, $hbbEFDEWTH HintiminOHEHITEKEEICREWLEEHEZRL T2 THEENE Z
SNTVEY, ZOHEIRHBO I E {EPECA/MEIZA/EREEREI L, VTECHAEICA/EREERITIL
EXHLTER D EBRFECAIRTHDL LV E D,

—7%, Bilge et al.®i3015T:HTD ) REED OMEIHE LEMB~DOHEIIHG$HLLT5, F 7,
Dytoic et al.®13, NOHFEHZELEL, b MIRENLRTABEOL:H212%% MR HEp-2ICH&E L,
BWidin vivo TYHFBEF I IREBEL a2 —2RBET LI 0hb 5T, TORideaeA gene® 2y, 7z,
RFELTHT 7 F o EOMBBRBESDES* RIS VWIEEZHLMIL, O0113:H21TideaeAL 3R L LR
FRZONBLETHLIEERLE, SRHDHMBIR EROBERIntiminlZMZ, KRHADOSDLFOTH A %2
FHERFPEVL Y ABERE LTHEET LI LARBT 5, TNOORERFIN L TRZESEA WL LI EE
SNBRBIE, FOLD RHEKIIREICHT 2 EAEHBREEFLBOPMA R ZOMIIOVT L 5%
DFEHNLEND,

2.2 NXOFFHE

NOUBEIIRE, TRBLUMKICH A ENME (NEME) 0V Ry —-LA5REHLL, TOFER, F21374
BaHEL CHBAEEST L, LTI, NOHREolsE, Enikoedafits, ¥ o837 a8itfERICowT
5,

2.2.1 BEEEEIIOWVT

~oFEE (V) BEEICHES K, —DREEANEIEET 2ERBREIEALFA CEE 2 /H2OVTL,
b =D VTLE EWEHIERIE & TV A TIERSCWEAZENEROR L VT2HL, TRHDONTER
WEEESLE->TVAAY 7oy MATLENMBEENOL 75 —~OKFICE5$ 4B 712y Mo T
Moo TWDS, VIIOBE, AY 7=y MIIBREDT I VE»5 %2 5EBAE CTHTEIZH3IZkDa, BY 7
Zv MICIREDT I VBN L R LIEAETH TEENT.TRkDaTH b, VTIEVT207 I/ BESIIZAY T2 = v
FT57%, BY 7=y FT60%DMRMEE DD, VT1OFHMICHK L TVT20#FEMIIH, VTEC »#VT2%2EL
TAHBAICHUSABITT A2 LBV EZEXLNTVEY,

EESFFIEEFMBOREBAEICII-FEATVLOIX LT, VIIBLUOVT2OBEFIE 77 A I FIIHFET
B, FOREER VIHERZRILSGVEZZOLA, VIUIRZRERIHBESA TV RWA, VT2IZ2WTiEEL
DERBIREXINTVD, BEDOTEL, VI2O0BH 72y bOERIIL - THETHL LT —OBENE
hoTlh, $77, EEINENUHENEBESRTF FIZMEOR) 79 X 020w sh, TZTAY 72y |
EBY T2y FAROFEZEE LTHATZTOHN, HAME - BELZEICAR) 77 XA0LRHENEEEION
Twa, Lo T, BORMAELF AR THAMEORSIL LAHUSEFETLHEVFH AL I LR LM
LhTwa,
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2.2.2 BRI T BAEICOVWT

W OHEE L7 OFERSMRIS L CERELTRTo0124E, TTHRICAET 2LE DY, FOL L7y —
WZOWTEHEDMEDH D, BETRINTHFROMBEE LOZERINT T 7 b= A« 1 4B LT TEA — R
ZHHICHOOBEEATH LI EAMON TS, NOHLIZIEZ DB E S OHERESER BT IFELTEY,
ZOZEPROFEENNOMAIIIENIIREER AR TEBETHLEEDbNS,

VTIEVT2OFERZL 75— 370K )2+ F 3 F (Ghs) TH5 (Tablel BH), —F, VT221x% <
DERMEIHFAL, BY 722y POERIIL > THATAL LTy —HBEIZEAFALN, VI2OZEREVT2 T
FORT FIAINET IR (Gh) [CHEEET S, Nyholn” it ZhE CICHEEATWABY 722y k
ERIEADL LT —~OKET— 7% KIZLT, VTIOBH 722y P ECGHORESIZET a0 ¥a——%
7z SR ENBT 21T, GhhOROGal BEREDHATSICBY 722y bONFEBDO 7V T F =0t
2E VAR, GhDEHNDGale ZBH 722y FDI6~18FBDT A/NNS XU &I L THET S EERLT,

Table1l Binding properties and effect of mutations of verotoxins, plus formulae for globo-
series glycosphingolipids
Binding properties of different verotoxins:
Receptor glycolipid

VT1 Gb3, Gb2

VT2 Gb3, Gb2

VT2e Gb4, Gb3 and Gb2

Glycosphingolipids of the globo- series:
Gb2  galabiosylceramide Galal—4Galfl—1Cer
Gb3  globotriaosylceramide Galal—4Galp1—4Glcf1—1Cer
Gb4  globoside GalNAcBf1—+3Galal—4Galp1—4Glefl1—1Cer
Gb5  Forssman GalNAcal—*3GalNAcf1—>3Galal—4Galf1—+4Glcf1—1Cer
Sk30) 7 & ok

Ghbsid b FDblood group antigen Pk, 374 BCDITER—THY, CDTTE, ZFDAHEFEMEEO M
AHTHEA, )N O v—IF Nty —NTBY) Y /7SBROSHATLHICEET 5, —F, B /38R0 iEk
LICBS5$ % L SNBHCDIYIICDTTD ) H Y FTHY, V7 HIMEEH LV FOBEICES T oTHEOH 5 =
EHOLNTEY, NuHFEXEOBY 722y MIZOCDIOEHAMOH 5 Z L2 HME SN TWEY, X562
Lingwood™ (38 # B L O/NEOEBARIREAEMFICCDTTAREL TWE I E2H|EL TWwb, VTECKEEIZ f£
YHUSOREHRFOFMIIAHETH 505, Gt NUBFBROEELRL YT Y —ThAI L EZAbELE, Th
5DMBIICDTT R FOARHENEMEO RO FHE - L 2BESHUSOEELRIERF CTH L2 L2 TET 2,

%8, Taylor et al IZPIMBHUE (FF 7 b—AD o 1-4FEE L2 T 5 ¥4 — X % K2 Dparagloboside)
PARMER FAZHFREL, COPRERINOHFEZELZRINL, VTECKREIEIIBIT2BEEICFH B & LTWw b,
PIHLE D FHMZEIC >V TIITEHRE S H 2%,

2.2.3 2RI EERMHERICOWT
f\Dﬁ?ﬂiGbatstw BRGFLEALE, HEPIIZY FYA P TRYAENR, TATEKERHELT
iﬁi:ﬁén, ANRARIZEL 72, MIRZICRHB IR, 32kDadAY 722y MG ENT2TkDaDESEIALT 5
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ALY M ERERTLIEEZOLNTWVWS,

Region A Region B Region C

vT1 @) LFIAVDVR|GI (57 (165 T|A E AL RF R|Q (173) (20) L|N - WG R L S|S V (209)
VT2 (499 Y FJAVD I R|GL (57 (165 T([A E AL R F R[Q (173) (20) L{N - WG R | S|N V (209)
VT2vp (49)YISVIRGL(57) (165 TIAE AL RF R|Q (173) (20) LIN - WG R | S{N V (209)
VT2vh (49) Y FIAVD | R|G L (57 (165)TIAE AL RF R|Q (173) (20) L|N - WG R | SN V (209)
Ricin (33) TTIGADVR|HE (41) (175 I|S E A AR F|Q Y (183) (208) E NISIWGR L S|T A (217)

Fig. 1 Homologous amino acid sequences found in the A subunit of VT1, VT2, VTwp, and VTvh and the ricin A
chain. Numbers indicate the positions of amino acid residues from the N-terminus. (33N> 5 31H)

Al75 727 Mie~BTHROWEWE) & OAHOEERM EHEESH VT, ChoXFEBOBBIZL o
THEDY 7 8 ERET L, Thbb, A1777 22 MEIRNA N-Z7)ay¥y—ETHD, 605 KV — 4
WIEH L, 288 rRNADY K H4324FEB 0T 7/ VEREDON-7) 2L FEESEZMAMRT LI LIZL-TT
Fo I RERSE, FORKE, VRV - AT belongation factor VKFHED aminoacyl-tRNADHES
AHEEIN, 757 BRAIEENEY, XUFEOY -7 v e b285)FY —ARNAD4A4F BRI OE
HEFIET v b, B, SOICEKBREICD JCRESNTEY, ZoEMII28S) KV — ARNAIZE > TED T
BEEREHTHLEZLZOND, Yamasaki et al. I3V >V EVTIBLUVT2024EE LTHOT I/ BREF O
FHIEEL 20D, TROEDAY 72y MIEFECHRAEOBEVEBS3 rIfFEL (Fig. 1 2R), NoF
FEDOAL75 7 A FOEBFLENKRE,SI6TEBO 7 VY I VB (Glu™) (1T0FEB O T AVF = (Arg™) T
HHELTWDS (Fig. 2 ABE), 72, Deresiewicz”ZTTHEHOF ¥ v (Tyr") OEAMELEMHL TV
(Fig. 2 B BH),

oIz, NOFEFRSH - HEL W AMRIGRCEREEELRL, G/SHTREEIE L, G TIIERZH
RV E T 2EPR, VeromE Il L ML E L, necroticTidZ {, apoptoticTd» 5 & T HHENH 57,

A NH, ~NOEEK NH,
S N> HoN N N)
Y “oyaa P
AL N HO Sy
5 o 5, o 7=y
~ o H
< 9Jc-Gu'
o
. OH OH
3 3

NH, * I
.s N o}

N IJIN/>

Nl P -.’) l\N/ ” R_qo'
NN

¢ 'W ) TTr=r ,
5 N5 HO s
\c —L> AN _&_..> 0 H

, OH OH OH
3 3 3

FXVANFEZ O LAT Y

Fig.2 ~O#HFICLARNAN-Z ) 3 FEGOIASBRENSFEFT N (ki0» 551H)
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3. VTECOZDittDEF (FMEFR)

VTECRREEII BT HAHUSTIHEMEEMA A LN 5% EHUSOBRKFR IR T2 NOBHOATHHAT L Z
EIITERVESRTVEY, 3L A EDRKRREMABEOLSTHTIZkbOAKTZAI F2fFb, ZOT 7RI
F (p0157) EMm#EFE (VIECHEME) #I—FL, ZOFHFXKIIF 7 LBHEEORTX (Repeats in Toxin)
77IN—IZBL, KBED o -BIMFE L IZRR LD, o -BlFEE FRKICHBEEIZR (pore-forming) &), A
F U EANEET L ESREYIN TS,

4. £EHAOEF

Fig. 3 (XEO2»551H) N FETIEZON TV LIHUSORERF AR, BEEILETE->2EHE TIL,
EIMERBEN, MiFelastase®DMhN (§FHERiEMAL) 2, EROREMRIGIZL 5IL-18, TNF e, IL8ZEDH A
FAA DML NLOENZE EFMSENTEY, Fl2iE, TNF « JMENFMBOGh.NEREZEmMEEs % L,
NS DERUEFIINTHEROEH EHRNICETMRLHET 5 TEEIER SN, CN5IZL > TVTECE
YAEIZ BV D BERERII R EET AL EZOND, 5%, CAHOEKMORFOEEIZDVTHRED
VETHHLLEZOLND,

EHEC

colitis
Absorbed into
circulation
LPS SLT |
renal /

endothelial
cell injury

N

-8 TNF Wi PAF *TXAZ * =T
o] [3 A

1\ F\\\/\ +

WBC Coagulation Platelet activation -~
activation cascade activation and aggregation renal vasoconsriction

Fig. 3 Proposed (abbreviated postdiarrheal HUS pathogenic cascade. EHEC =
enterohemorrhagic E. coli (<VTEC),; LPS = lipopolysaccharide; SLT = Shiga-like toxin (= vero
toxin); IL-8 = interleukin 8; TNF = tumor necrosis factor; vWF = von Willebrand factor; PAF =
platelet activating factor; TxAp = thromboxane Ag; PGlp = prostacyclin; ET = endothelin; NO =
nitric oxide; TMA = thrombotic microangiopathy; ARF = acute renal failure (A48 551/)
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