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Abstract

Escherichia coli is recovered from a wide variety of infections in many animals species. It may
be a primary or secondary agent. Nursing and young animals are particularly susceptible, and
urinary tract infections are frequent. The various serotypes of E coli are intestinal inhabitants
of animals including humans and probably infect most mammals and birds ; therefore, they have
a cosmopolitan distribution.

Colibacillosis refers to any localized or systemic infection caused entirely or partly by E cols.
Collibacillosis in mammals is most often a primary enteric disease, whereas collibacillosis in poultry
is typically a secondary located or systemic disease occurring when host defenses have been
impaired or overwhelmed. Other opportunistic bacteria, which can be identified by culture, may
play a similar role to that of E coli in secondary infections. Collectively, infections caused by
E coli are responsible for significant economic losses to the animal performance.

From the standpoint of pathogenic mechanisms and diseases, four major categories of E colt
are recognized . enterotoxigenic(ETEC), enteropathogenic (EPEC), enteroinvasive(EIEC), and
enterohemorrhagic(EHEC). In addition, two less-well-defined E coli categories are recognized
in animals and humans : enteroaggregative and cytotoxin necrotizing factor-positive. The aforeme-
ntioned categories are represented by different serotypes.

* o] =2 1998 xE ARAGRFL BAGHLATE FedTHY dRALeR oJFoHS
(CNU—-BSRI, NO. 98—17).
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Certain serotypes show a host preference and are encountered more frequently in some disease

syndromes. Of the four major categories, ETEC is the most common cause of diarrhea in calves,

lambs, and pigs. Strains in the other categories cause the less-common diarrhea and other disease

syndromes.

Enterotoxins and pilus antigens are the two most prominent virulence factors thus far identified
for ETEC. Two enterotoxins, one heat-stable(ST) and one heat-labile(LT), are produced by ente-
rotoxigenic strains of E coli ; not all culture produce both of these plasmid-based enterotoxins.

Key words . Pathogenic E coli, Serotypes, Virulence, Domestic animals
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& Foll ZXv] 53] K& 2 H3H Yo it
FAo] AAFES] QA @& A= QloA, O
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u‘l /g/\}_s) @ Bﬂo],gl_,] _\Lﬁgzmo)_"} 7]E]—5‘:”31”
®oA Bl

H, g gese O AR A3%E, @

2A9%E 2 EdaF AL Q@ o)z %3;4
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1) 7158 E coli Z4Y9E
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* o] FEF9] Y E coli= ETEC (- o0]
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Tolil, Table 49|49} o] o] AT L 9
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Aol i & o|&0] J1, HF9 A
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NF9] £3F) AL Holl A ol A7}
Fo% 48 3t Uvx ZAxHa gk ¥
el 9 #HALY Yol He &3 UE
49} HF ol 93 A Yoyt endotoxin 79}
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Table 4. A=2| L&D HES2| &0l HeE F2 E coli2] EEHI(Y)

2 3

08 : K87(F4)* Q9 : K35(F5), 09 : K103(F6), 020 : K101(F6)

045 : H-(F4), 0101 : K30(F5), 0138 : H14(F4), 0139,

ABES] A}

0141 : H4(F4), 0147 : H19(F4), 0149 : H10(F4),

0157 : H19(F4)

0138 : H7, 0138 : K82 : H", 0139, 0141 : H4

02, 05, 06, 08, 09, 018, 020, 021, 022,
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VeroME 58S AJ4HstaL, o] H47F FEH
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A7) ODPS ¢ EAJAE Y3,
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Aoke] T AESE A Aol B SEA
HAE o] 7] mjFo 2thx] FRAIH I QA
2ok 1 4L AY, FUE, 4 #HEE
Futdle dgSes, FIAPL Clostridium
perfringensol] &3 W} o]An} {AFsIT) &
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FE d#2 3] #AHH J3, o= A&
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EE E9HAE FolQvke] oz 2Rl AJAL
H1 ek W AY e AAA BEEHE
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Zo)} ETECo| TP,

(4) wolziof CHET 2t

@el E coli 29l WYZ, BHY, 44,
Fdsio] gotFol AW o8 F HYF
e g URF BAFoRA YHo) LA
e /b BEHA Aydoln, e 2d
O ARARSe 8 2 gl koA
3,8 Y Aze A9 5 a3 A9 shie

E] 9‘1 q_2~4.19,20).

[«

T vlo]zEZelRule o3 TFV|HHE] 7]
zA&o 7 H3, 3A7|EF AU, GFAZX Fol
a1 43 e9le] €

E coli NEFAN FF £2H= E i O
HA T2 Table 59 2t} 2 379 £89
T AT B8 730G gdEan, T F40|
71 HolglolMe] E coli TS vlLF
BELEHA AAHUoY, T5AY AL A
H A Fo] A&He Aot} olF F 1A
HEsl & YT 01 02 2 078%, 01
2 029 M= K18€-$ 713 Aol Brh ol&
HPZ Fd E colid HAAA ] M= 2
F5 "Holgd AARES 717 guiEA 9
o] g4 =24 (chick lethal toxin, CLT) 2] B35}
Ao, 1R 0] Hotely tiAdd ZaFl JH
FAAStE HAJARIA gaie gz A
TFHAZ Follth

SolFo] delo] HeE AT TF=
Fo|=Folxgt, x| tjaA= o3 B

Hol g,

ret 3u

Table 5. Holz|2| &R Z4HZT KACI0| E=
ZFQ E coli €32 (&)

A 4 g 3 (3
H¥Z 01:K1* 02: K1, 08, 071,
073, 078 : K80

FolF 04, 08, 09, 012, 016
*duiele Hay RNE7E & TS
vERAT

(5) S20l| LIEN-H= JIELE coli A

2o ME NN FF E coli7t FEH 0,
FdEy @AY A= Aok 2y
g Gl E colidle A3Heoezs o
FHozx FdAo] flo] VTG HY B
Eo|ztg oz AZtHE,

Mo} E coli APl 1 AR wa}
Holm 280] vk 3y, 1 shte ZolA
oMol 2Y8A E coliE F23E 284 FY,
e Fues A7 Jvelts 9 dAtela,
FHN EEE d9 FHUHANA Fyo]
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A Qs Bar) Jop2,

APFTEANAE 2~3539 vlexo] A
P o™ MAWLE coli €% 0115 H 7}
A% Ao FQAxof g1, o] AL megaen-
teron®] 2t FEHH o] gl

E7A % E colie] 23 AA} 13, /7
2 o]f-719] A7) Erlel EAY3) B9 HA}
A E colidlX 53] & d7HY de A
Camguilhem® 3} Peeters 5%’ 0] B 113} rabbit
diarrheal E coli(RDEC)-10}t},

RDEC-12 ¥AF 015 2 01039 %3lz,
FE40E AN F1, 54 AR
7FA 2 A Rtk o] RS EAld Fojsid A
AR AEAE F Jov o ggade Alge
EPECS} &A13tth. Abge] EPECol& o3 4
Ao A AT 5 e WHAJAR} HE 5o
UA g3, 1 EFVNH & AFshe 4ged
2A, E7]9] RDEC-1 Zg< gstd dox =
FEH Qioh

2) ARe| E coli 2+

o159 E coli F¥2)7H < (extraintestinal infec-
tion)-& ¥ T A9 Y7 (endo-
geneous infection) )X g}, 159 HAR &
E coli®) AT =& AP A9 ¥
AH, E 55 ¥ ARE 71 Ro)
Btk

E colioll %k AMge] A<, MARs A#d)
met oA A Aelrt e, rEde
22 o2 R E ¥R BE A% Fd
Vepfserss s g FAke ofjAge] AHolA
ARdFFHES4ATD) L ZHHY 4A
7NA gttt E colio) 93 AR EEe ¢
dugt e AFEo2A FHFHY, I 9
o] B E coliv “HLAQ Aol v
Atk 23U E colioll 23 HAL, G Ay
717 GEstA Fal, Avldt shEe At

UG ¥FY Aol Qo] “HAH WFE )
PHe §ol E& 2AY 7t A7) BE
A471Me AL taEole R a.

3) EAIRY tETol 3y

HAAHTE QAT 3 HE71A 2 gl
e ool 302 giddch

(1) HTRIEN &R (enteroinvasive E

coli, EIEC) :

A8 53] U Aedy AlXEulel st
AEHef A F2]5ta, A2 AFHAELE 23
3t7] giEol] Ay uol Al 2 AR
Aggict. o9} o] AL Shigellad) 7t
I ofF FAPSHL, E3 YFFAE ol F
AEE7) AH€Y AF7A @AHe] Qe
EIECE= AlgE3 dFoloA] WHAdE Hol,
7tEole WYAdo) Hds R get)h 1 gL
AFFog AYPsa, AFolA] Algoge] 7}
FE Uehdth 7154 EIECY 95 &
ol®.7] o]Hr}".

(2) B3=484 & (enterotoxigenic E

coli, ETEC) :

% S5 AR E¥ mannose AP
PSR AAE 7HA?, 1o s Fxut
BHAEY vlA§RY FEAst F23PAA
olgdA Ee WIEA dEZEAS AAFP,
AAsde FeEEe) mntAg, FEGA R
AA e Azt flen, A 4 gole
gr34E Uedn. old £R/9 i B
dotAlof, 1%, ol=EF}, #HAIZ, Hr] Fo
ALEATANE A4 Al GRES 2
&, opiE]Fl, ¥, Y& SoME 47 I
7tolle] =R A FF YR HALZA @
AR o]E ozt BAIQle] A=
ANA LA S b Aol Ao EA5F
HA & g o] vk a8y dE
Ae mid $£3]= ET- ECHl 93 & AAp}
WAt glck kel A 7led FE9 ETECE
28] FHFo] gt o] ¥Fo] &l AL
£33l animal ETECE £33t}

— 420 —



(3) AzTHHARIN AN (enteropathogenic E

coli, EPEC) :

Frobol A CINRIHE, FiHE) o AT
24 d7ddd wd® dde E coliE, 3.9
2E L Fold M= FFola, AT, Aotz

SolMe Rl 1940307 Tt B
Hi ok A= #gdta, d2e I
ARG 2 dx oy 2T oy o
e FolBxe] FFe ol2A v
HEolth O EAAe ArdeEy 2
o, AA} #utoluet $3E S| ATk 2
HdE go AT T A LA
Aoy, o= Aol enterotoxine F A
i, E4% HAAARY EAx AAFHA &
=t g3 AXEn| A A0l A= ETECY
A= Gt AR vAgETt
A=y, 72 AT MxEAde] A
Fasted i, E 4% FuAEydx i
S0t #AETE Ve, A9 Ao dF
o] ¥rE A Qth. o] obzto] WSyl 7]

ofm Yo o HAAE B,

W,oof 0 ki o

2, oy

EPEC9] t¥#E-& VT(Vero-toxin) 2 2+
ALELE Aaeh Alge] EPECY VTE
Shigella dysenteriae 19°] AJAitste MEH
A7AE) 59 = #AE 98Fd 540
A5k, oA o] WRIAAZA oJEAH F-&-3l=H]
= B9y, 53] T, AR 2894 934
2 88Y =5F FITY dATLEN &
91E E coli 0157 : H72 S dysentreiaes}t 39
Hog FUS VIE ez Aisix, 2
S27t 3 gANARA F2E D YU, §H
B 3o 7d3F4S EPECS 433 t=7]
&, o]A-& HCEC(hemorrhagic colitis E
coli) 241 EPECo= ¥x 9 R{2 FE31
A (Table 6).

Abte] EPECY] 35 = 08 Aol 7139
AAMA E2HE Yo] ey, 7154 &
g FF% A AFEA AEE A=
il Hg, O FYA= HIAY =
A Yo) e &9 HAAE EPECY
NF3= E coli OB A o] e, ol & EH
I tfFAHQA AL SkollA 7ed E7e] HAt

Table 6. S22 Rele| E coli
3

394 A

| E coli 3
AAH(RE 71E) ETEC
A AHEA)D EPEC
B2 (HAD VTEC
284 FI(FoAD VTEC
HES(NFE 715 Septicemic
UTI(N, 31%e)]) Uropathogenic
ATEFZ (g None
i Mastitic

Enterotoxins

pili
Attachment/effacement
pili 7

Verotoxin VTe

pili

VT1, VT2
Attachment/effacement
Serum resistance

Iron scavenging
LPS?

Pili

Iron scavenging
Alpha hemolysisn ?
LPS?

?

Opportunist

Note : ETEC=enterotoxigenic E coli ; EPEC=enteropathogenic E coli ;
VTEC=verotoxigenic E coli ; VT =verotoxin ; LPS=lipopolysaccharide ;

UTI=urinary tract infection.
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fdd RDEC-1°]%, X o] 7] 2-E9] 98
AgTez2 HeE 0138, 0139, 041 F%=
EPECA #Fete L571dE B o]gL
animal EPEC2} F-&t}. Table 7ol & Abgol| A
EIEC, ETEC ¥ EPECY] O08H+ =+ ¥
gL TS

Table 7. AlEIe] A o= AMA}l 21 E coli

EIEC* ETEC EPEC

028ac 06:K15:H16 020
0Ol112ac 08 : K25: H9 026
0124 08 1 K40 : H9 044 : K74
0136 08 1 K47 ' H” 055

0143 011 : H26 086
0144 015 H11 0111
0152 020 H 0114

0164 025:K7:H42 0119
0167 0251 K98 : H” 0125
027 . H7 0126
027 . H20 0127a
063 : H12 0128
073 - H45 0142
085 : H7 0146
078 : H11 0151
078 : H12 0153
0114 : H21 0157 . H7**
0115 : H51 0158
0123 . H4 0170
0128 : H7
0128 . H12
0128 - H21
0139 : H28
0148 . H28
0149 : H4
0159 : H4
0159 : H20
0159 : H34
0166 : H27
0167 . H5
0168 : H16
0169 : H”

* EIEC : enteroinvasive E colii ETEC : en-
terotoxigenic E coli, EPEC : enteropatho-
genic E coli

» 294 dFd 99 %%

.0

4)

) A 2ol AoiA{el Helolx}
Zo] Aot =t K2l E coli 9 30%°14,

TES FHtelA] e ¥y A

E coli®] 40% °l’%-& Ki13¥& 7t
, NG 2L FR 2270 QFNA
T KI13g s ¥ % K3, K5 59 ¥A4%
< 7 Aol Bl oA o]E K¥Yol E
coli7t A3 Zrlole FYAdel BAEL 3l

= o] A Hel HFF o] He
01, 02 59 ¥ATLL 7571 K1¥34& 71
AL AR & AAFolA 9] E coli HE
Z9 fd2olgE= 08, 09 2 0101+ 4
A¥9 K&gol &Ast ok K&do] Y
o 7198k 71R o2 FA 9 At Fgoly
A7ago] digk Aol W, o]EY
A L vbe2 HAYHFAy BEg e K
g gz BAE dope,

Zaggelvt A=dFAA EelE<e E
coli TFNE &84 Aol B} E coli®] &
o= 2% 77 AL, 1 shbe A A ul =] ol A
g 884E Aiete Aol & 3tue
|82 AP A G EL, JA S
A9 oo 8¥R-E JEPRA FT Aolth
ARE a— &Y, pREolgt gt olF F a—
L85 AWY FYUd A k-2, E7,
Z1Yota 1ol 53-8 YR, E coli®] YA
YR E g—E¥Eo| AoHo] ot 3=
do] gl a— S5 i Rl oJ3jA
g2 #3AM O 52 18928 F Y3, 2
FAA ZAYAA BB plasmidset FA4A
DNA<9] %71 drh

E coli®) ZR977) A4 #ME T
vir plasmid 2 col V plasmid2} BH ¥ 2}
2u|=of oA AgEH”, Axe FAd A
Zo2 7 9 E7ld XAl e olEA,
HEAA Ea4o Aisg dLEgr FAe
B colicin V& AitsE HE3dt= plasmid
oluf AMAFE & Wote]e] HFFFal E colidl
da] B¥38}3, col V plasmid”’} A2 E E colie
B} Be Fopx] ¢ Wolele] HPF Yol

o

o 71+

JEEN

S
—

A

-

a}
B
N

h 4

o

g o

Mo Mt XM ox
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Hed tidte, o]AE ¥ dFdAME HH
Aol A3tEx Aol FAHIATE Colicin V&
AL E colid] 2EE A= FHIMY, ol V
plasmid = colicin V] A4} 9] o], F2] ErhAloll
A 31 enterophelin®] A2 AH)sl1, o]
A F4S FIATe Aoz A4

(2) &EUA UG A Hollx}
AAHAE E coli®] EIEC, ETEC € EPECY
38 % EPECe Z¥7I1M< Salmonellas] 13
% A mE &3 2L Aow HAHATN
o}z B3 REo] ¥, thE 280 Yehi=
Helelzxle #AHA geth ofd ity
EIECE ETECIAE 29 e 477} o Fojd
ZkZkol] T3t WRANAZE B AA HATGH,
Zl&H(invasiveness) : A3 A EY
o AP L F4L FAE LT FAME Shigella
2 EIECY] EAo|t}. Hupdu A X 9] Tt
AY L YersinigNA % AREL, &= Salmone-
llavt EPECY] M= 734 YeptA| Rt
I &ol| A F2]3la, AHAEE gste e
Shigella®} EIEC #olc}. 273 uto o] e
°F 140 Mdal®] plasmidsell 93] HAE=A|q
AGAE JellAe] F4, S (D 7IdAe o
Al T GNA ARt Ago] st
AIEH|2E Al : ETECY BHYA FAe de =
219 Aitelth E coli7t AitsleE AHZE
Aol tpgste o]g4 dE 252 (heatlabile
enterotoxin, LT) 2 WEA A= 2 &2 (heats-
table enterotoxin, ST)o] ¢13, &2 A4+e
o] Ao} plasmids =X transposons®]| £
A AEEn) 7159 ETECOAE STE B&
aFo) QA= 53] FopA 2 o Y49
ETECo| X+ STuHY] AAiks diel YeR4A
2o}, =9 ETEC 53] F4 Y& 71
TFq e LTAMN] JAHE Zo] .
(a) O|Y AdEZSL : LTE BAF oF 25,
0009] subunit A ¥ ¥x}3 11,5002] subunit
B9 270 polypeptides 7|12 H=2 o] FoZic}
LT Vibrio cholerae7t A4iYshe e S4&
(CDS AESH 2 HAstd oz UHI &
AE 7AW, 1 A2 Fellet 540 oA
F8hd Byt obyel, A9 subunit B o}y

=4 A8 dRE ofF $Y3 LT % ST
F3] subunit BAlA 42342 A4 X2} Gml
gangliosideo] Z&3}1, ©]°JA subunit A7}
A A X2 adenylate cyclase?] A& &3
AT, 2 AA2A AEW] cyclic AMP &
=7F ¥t (AMPY TFL §E5F9 4
YA ZME NA(TEA CI” 2 8)9 F5E
AR, SH(crypt) H-9] B XA E
NA*9] BH|E £335= 29, 9d3eZ CI
g FEo o) fE0] goldrh & NA*,
Cl" 2 B2 FozREHE F55A &1, EE
Aol e 28] dgez YR F&
Hi, aRe] AAY dols 534S X9
gt

A& ule} o] LTY AESH AL
CTe F=54E F3etA, CTY &42 LT
FEhoMe A F3EA o, FAe ¢
Adle Y 547 ollth X Aghe] ETECS
Z4=9] ETECS] LT Atololl = “dol3 o] $l&o]
AGHI PP

(b) LHLEN Q2SI : STE F87t9] =
H)(boiling) N % ZAYE H|nd AEA(EAH
1,000~6,000) 8] Qe 2E4lojc). LT} 22,
ST+ guanylate cyclase?] 48 £ AlXY
9] ¢cGMP Fx=& ¥olx, AHF L FEe
48 AM3ATY, LTY CTY 22 Bv)&
Ao gAe ot = LTY CTE ©X -9t
FHAE Eotopyzt Z4F FEAE U3ty
g4-¢ Ye 11, 53] CHO(chinese hamster
ovary) cello]t} Y1 mouse-adrenal cell® 22
Bl FA e gk 24L& LT € CTY HEd
&I Ao, STE FAHT A F o viel
844 Holx gkt LT 2 ST Ahole] z}o)
A& Table 83 Ztj?,

STell&= STa € STbe} 23F/7F At (Table
9 &%), STa vghgo)] ¥ EHopex B
APAEA Aol glor), SThe HEe &
|/30|5L, Efube-L2d] o] glon, dES
B3g 2t 2 E7Y FRAFZAA JdEHZE
4 S28S Uepdth old it ZHF
FEA 29 ETECY ST Alololle Ex13F
2 ofu|ieit FA4 ] AFolzt Qi STaol= AL
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Table 8. YE|ZEAIL] MA

=
CI — A =54 e RS

7kl 2% 283} + - +
Al 2% B&st + - +
El o 23} + - -+
B2}k 2F 91,000 ok 2,000 84,000
Adenylate cyclase®] &3 + - +
Guanylate cyclase®] &3l - + -
AL + - -
538

g3 54 +(1/3) - -

LT &4 + - +(1/100)

GM + - -
A=} S Eall it Eep2n e EA A

*15 LT . Heat-labile, tissue culture assay, positive.
*2 ; ST . Heat-stable, suckling mouse assay, positive.

*3 ; Transposons

2 7bx S8 feie ETEC Yehte STps}
Algte] ETECO| gt yveptE SThe] 2%0] 3§l
o1}, SThbe] A4k HE AE fKaFois &
;}__}%5}2,4)‘

Table 9. STa?l SThe| Xl0|H

3 4 STa  STb

Hes 834 + -
T2 Ao dig 24

EfoheS + -

ZAAES] AR + +

E7le] ZARL + +

Sl Al EA

Fxlo|X(adhesive factor) :

E coli #olel BE ydde] Fedd] 45
71e} A& dovled, 9 Hetda] THo
Haetal, A FA s ot "ot AlTAE
o] Hubduloje] R27)HE do FH ot
Q3 2] ot E coli £3] ETECY &
e B 77 o)FoA Uth

ETECel 93 HAPEZo] FAIA7) F8

stk Ao, 2o 2 E AL A& dAlela,
1 QIAE A F4(K88) gdo] A=t o]
ojoj A 71%o] ETEC A& F5(K99,, F6(987
P), == Atge] ETECo A& F2 [CFA(coloniza-
tion factor antigen) I ] % F3(CFAIl) §9
Barolzrl &, HIdE g 2AHEY
ETECeA F41, At3e] ETECOIA CFANI -9
AMZ-E A7 BaEo] Qlth o] &2 o=
Foltt ducke] F2EZ, FHIL AXTH
E-0] receptors®} A3}t RRAHRY = 3Y
Aol Ju F1ARY gt 1 P4 plas-
mid A2Ao]il, ¥5F mannose A &AJojch,

ALY ol BRI Fa3ite R
A= AgoM FHHUL, F4 399 plas-
midE %<& ETECE 48 5o AH=zEA
RS 7T ol AAME FEAFA
Xgch, ey olg9 FAAEARY &RV}
ETECY] 439t R37|xe] Aie o-1il, F4
(K88) plasmidE %2 A=9] ETECAHAME
33T Fibgo] JAHL, 1 KA o}
ple oA (KEd) £ A7l titd ge
Az}el 9§t Ro g2 AZrE I o} 53] A¥ e
K32 ETECY AdTUe F43 U4y
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ol #A3 3, g4 717 ETECE F34te]
R Box z2Eo g dyHo] Faict. kA
F4 plasmidE =% E coli K12(FH=HE
A2 ATES stodx Ao FH2le
gojupx] gkt o) 3 K& A=
233 ¥ 7172 ETECY Z4d 34
31 oke A AlASHAL th

ETECY &3 utolle] RN s EAHR
o] F5ol ot thi Aolzt i, F4E 713
ETECY F41& Z# AA o Yehte=d dist
o, F5 =& F62 713 ETECS 342 333
ge] dHET = e FY FEAINMT
FEZ0 g} 423 t$7) ol 4HE B3
TEY FANANM T F&eA gerh

HE, ARTZE Z2A) @& FARIAIL AL
2 sfx]e} ETECOA EIHI 1, o5
o] Z o)} mannose #3Adel TS AAEL
W gRAZAGe] ggdz HzhE

ETECAlE #Holx ETECe uUehtes B4
ARE A EA gov HEp-24 X 3 A
dolMe A4 b faHlle E coli BEox
EPEC9] Zo] 7t HAHEo] &1, o] 22l
A ARE oflth & 33 fopHAale 4lo]
A& A7 oA Salmonella 738 =it F
A%t He g A 9] v Mg = 3} 9}, EPECY]
Mantele]  2F  Fao] BAHL FA
EPECS| Hupidulo] Rae ddr|Td 9%
Ro] ofdr} Ayzter)

Vero toxin(VT) :

LT 2 ST AAA 2o thAlEE S =Y
Bolx, M Eole 4L FA & o]
&1} cytotoxicE A8-& 7H 40 e,
VTe Mlxel FALE of7)slE cytotoxicdt &
Ao|th LT € ST7FY1 Al 2 CHO A X9
42 Vel Z, Vero Al XoE &AL 2R
2ed b, VIE Vero((EE Hela) A 2o
T 283815, g9 2xlele AL Jrhix
Bt & 549 A 10,000~ 30,0002 %
F35Y, 3434 pl 7.2¢9 pl 6.89) 2%F0] Ut
ol F pl 729 AL ExF 28,0000]3,
VeroA| X o] Hr} E/do] Z3fcp?,

AYeho] E coli7} AAYst= VTE S dysenteriae

1S AA8lE shiga 549 TU3AY ==
Hostx o g BA 7} g, 2 B44L antishiga-
toxinol 93 FIHEG AtELAE FE
EPECOo A Weh AT 11 ¥ 9= B 1z} whe}
10%~70%=Z zkol7t ok 1 o9 3hue
B 249 Aito] Az uie} dA3A
OE Hd dE Aoz Azt T g3
vlof] ot 2 =40 ik wiA e T
o] 29 EA oA AAHI, = YiE =
A TA9 FHd A FEE 7)Y
0% 3k FAE olg FXE 1Tidtd
v gk A Fojt.

EPEC ZolM%E 026, 0128, 0157 59 &
ATdAE B Sa4849 Zol g3, 53
0157 : H79l A= 2 AL S dysenteriae 191
g8, 1 el A 28 dFE €
$84 5% FF7] oy e UolA
NERTR. B 24 vnEd ygAdoe = 90
T, 3029 7= E83s ¥tk A 2 B9 subu-
nit® FASHYL, FAFS 58,000~70,0002 2
2o} it} Subunit AE HiRAE Tl AF
A& A3}, subunit By AlXo]e] Ao
Zgate Ao E AR, YA WMy &

< B2dsit} AuhgE APAlEe] dojxln
Ao, S5 AT AX7F Brh. AR
EPECY] VTl ¥ 459 vHERE T
A3t 2o ok gk

7}%9] E colidl Qo1x VT Ak F=2
olf%9 A=MA £ HFW fele 0138, O
139, 0141 59 AT vehdt} ol& &3
To] A8l VTE A7 4adte AYgstze
2 @A gl =5 glou, Algte] EPEC
AZVEA, A=Y 259 fH E coli®) VTS
A, 21 Aie golxld oM AgHT
Smith 5”& o] Holx|eA] LA3}o] 2ls
VTA Ao} AGE E coli KI2E AHE ] £33}
FEEHE AAANZE 5 AR -

E colit A, $% 9 279 F8 53
=
T

gl HAsE B AN o
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et AF, E 7IE 8AASAA E coli®
e A 298 A ", &
EAF M= FHed XFFoEA HFH
I UG,

A E coli®] 282 o]n] AF 2~3Y9
Vehte djREo] ojn|FERREHY £
ojt}, o] f Fofl BT MAY FAW E colie
A AFS FEHE KRB, A A Fu
flora®] 458 FAT 57 34 3 4
o] NF B FANE E coli= A9 LhEREA
EAY, Jeidt gt Fahgolth ool A
E coli®] ¢ YutH o2 JHLE 1g9 106
cfu W2 £X3t1 gloy FEF wet 4
2§ Aolrt Qlth. dE W ZHANAE E coli
oj9jol %A 2tHol E coliE TV
F2 JYehtes do] B3, AARe RREA
M= thdo] 1gF 105~ 106 cfuR FE 3L
At E BRAME Citrobacter, Salmonella
ol A 1884 1F g HutE Hahe ol
% Uth 29 TolA = 9 1gF 103~104
cfuz} EA3.

AW E colidl e 83t 25771 L,
a2 shde F0E WA dol X 2 JRA
A(F)3ta, b e HE, F8F FH
A fYsHd EFEH wdzR Fd3le E
colioltt. A= A F(resident), FAE F
3}t (transient) o)k 3ok Fato] diFu
o EAdte AL 23 WY o st 14
Aol AF3= E colid AP T 15/
o|x|gt, FabFol= 3~4FF A H] T4
of Yepdcth AFoTe AP A9 o
2z, 4FFo 2 AYPHo2E AFTAS viE
g Qo a3z EFsta, AAGH M e
A3 e B3] AFTY 2ulrt o] Fof
A7)% 3o}

E colio) 93 AAFEL] YT E dAbe
o] FEENY FAZP] tREolAqt, o]
HF710 2AE FTF FESNAE ovlF
E, B8AL AL BN E coli] <2< (exo-
genous infection) o] &3k} ojd] tis] A9
AdoMe Rt A W2 (PR,
endogenous infection) &2 AZEH, 1 7

E coli® ¥#dE MacConkey %3, DHL
A Tol Al AbHAA dE A=
AAE 107°~1072 s, 1 19F0lE
AE3hE AT HEEo| Fopdrh §84
571 #dle 2 A AAAe ¥
A RS 83l Fo] T,

qATe] FAE e Wyel e
8= 5AY g7t Holol & HAg A4S
H9g Ao Foh(Table 9. F=x). o913
A 7o FAe] o FF diEsiMe
Al 5AZE kitel] I3 FEFH] =T
ATt

Enterotoxin®) #1ZF LT disiA< ik
ME(Y1 adrenal A¥, CHO A ¥) E|X:E, A
Y7 &= latex YA 9 AFFEHAE,
gel A7A1¥, ELISA, radioimmunoassay 52
Hho] Q31 & STole EAFul$2 Algol
S&Et HIoE FAb tiste] o] 18l DNA
probeXx 7HEEo] Qith ol&F APl ZHyhe
tjal = Wachsmuthe] £3*& =3} ul
Cig=3

E coli®] 83 FEol= Table 5~8¢ YERG
FIH-g THletd w2dFY oREe A3
Aoz AAY & gou, 3% d ==
Foll= O] AL o2 3] g
AE7)12 9Fste Fo] F.

of 2

2ZAFES UFT BEF Y4 Fa%
Fgg 7HK A Zfolth 2AFTE WAL
749 Yelo] H= E colie 2 v FE9 inte-
stinal florad] Ro] B, oju]EE-L 1o gt
AAE AL 93, 2SS 242e] gA47t
& Aok 2AFTE AT FEF dHY
ARA7E 279 FFH Jde A2 oo AFH
A3 Aok 2t 2/E F9ARNE
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olf9] Btz A Fito] Qg FAle] ofn
TEo] Bfdte A DA Y= E coli
A o) AR Ysol FAHIL QTP

| ETEC AALY ool Radme] o3t
onFEe "ol AxHI, EF E 2/F9
A RA 7L} ol &3t Atolol = F o] Q=
Aol FNHAUG®, 23y & RIHRE
7}z ETECY e #Hog 4+ gick 39
de| 25 53] LT == F9 8549 subunit
BE o] &3 i E AR 3, AR
=9 dF3dE 95 daiA 1x] Yol
F7F Qo ST "o tisiM e ofF %
B3 adeE 48 £ Qloh

AR g9 9 dHZEN ¢ily, F
A9 0 € KL= F23 Heloalg, AAFS
ol g% ZF YT TWAL AFVA
of2) A AEHI JYopn, o] Aol
YAde vad Z& fFdoz o] He
oy 37 77 E3go] Qo g8 ¥
Aol A7 2 AN s g JE
zo]7F Slof, Wale] FREHA Ze dHFY
fFradMe ARE 7 F ok oA 1
ol WAHFEOE HA A58 9
AR E Mddtn FLARSS Fies Aol
7V F8% A9 Q¥ ole} 34l

TS
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