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1. Shigella®t E. coli (CHEHR)

_ Shigellax 3| Al 7 Z}H(Family Enterobacteriaceae)©
&3te B4 ¥IAH 283 TELR, BE WA
o TEAHQ ¥EF A%, nitrate FLFES 2
31, cytochrome oxidase &3 °|th. A3} ShigellaZ}
22 Wizl M2 g S L Relm, dFTol
Shigella®l W8] AsgdH oz o 7lA] AL Ho
€ 297t B7] g & H&ole MR 77k #A
Ae Adoze AZeA F¢AT, DNA 23Rl
o3 B4 A o] T AT 90% FE2] DNA &4
< BAA Aol A FEAMEe dHte] Fo &
e AToz waicEig D). JABezE
Shigella®} A& FE3=d f$ o2 E 9471
tt. &, Shigela® ¥Hv XE3E LAY o 7l2E
HEAUE F7F J3, WFEE K FEIIA B
FAY t2g TEA AU 540 W= i
T WAgRol AALE dod71x 317] wj & WA o
AQAA 7MeArt HAE 2@, 28 Shigellas
WNgd FolA Aoz Aol AL 3t
biogroupo] &t & 4 UH(2). 12 Shigella®le ©|
ol FedA olF A&sHA YR Shigella7t A4
o] A (bacillary dysentery)el2t& 53 % A & do
718 AT PEE § de 5ol Iz g4A

HEHS 19993 84 6%

DAMI:FHE
602-739 F-AHA] AT ofn]F 17} 109%]
Raggad 9asein
A3} : (051)240-7418  Fax : (051) 247-6560
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g 4 Q7] R, FFE AEFRALS W 2v EFS
ZS5 A AR 2ol Shigelladte ©] & thald
“biologically inactive E. coli’ W$]9] ©]&& EolAe
gt 2871 s Y Shigellae WY e) An
E. colic 9174 A¥E 4o7|A ge ATl
' $3AQA FEL E coli O15T:HTS] oA HZo]
Ad A2 9vle giot.

2. Shigella®t E. coli®| Za A=} 7|8

Shigellad] &% Z¥ AFFL AT U
enteroinvasive E. coli (EIEC) ZH 45 A9 4317 o
ol ol % F& AAdFS 9A £/ £ &
87} YthFig. 2)(3).

ETEC (Enterotoxigenic E. coliye WEA ZAEZ2
(heat-stable enterotoxin, ST)Y ©|EA A& =4 (heat-
labile enterotoxin, LT) £& ©] & T & TEoY
Vibrio cholerae Y8 ZA BEe RAAY 283 HA}
g degt. 248 S4olY B2 Hod Adel B
#ol Ao Ee EAsn S48 Y3 EZ S A
Atk £5& dodn e4H} £5E 34T FE
Y 2d & v)n) i}, :

EPEC (Enteropathogenic E. coliye AlAJolol X AALE
Z doy|n F# EL Shiga E4E HEA ¥ F
FAE oA WAL ¥93A g Aol A &
4, TES A1 2 A&He HAAE 4o ¥
He gla A ¥ 2o

EIECS} Shigellax X383 A%, 33 714,
AW ff 71de] 5 ZolA, e AMAEE 3
T8l Eo07k o A FAzt A5 ERS
AALE ot F & BEF UREY #F7 &84
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barciioss

Pastauraia

Common Ancestor

Fig. 1. Divergence of Enterobacteriaceae. The ordinate is percentage of relatedness. The horizontal branches depict the degree
of relatedness of the group of organisms that have not yet branched. [From Ref. 1]
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Fig. 2. Pathogenic schemes of diarthogenic E. coli and Shigella. [modified from Ref. 3]

ol 911, §3E TASA FAY &A HEST, ¥
E3E TAIHAAN SHAE HEA gon, lysine
decarboxylasel= 40|}, thdie]l =& TR AY
T, AdA, 3FF7 BAY. FE 4 glE ¥Wg
(urgency)®t H 53 (tenesmus, ©| FFF) S B},
EHEC (Enterohemorrhagic E. coli)= Shigella
dysenteriae type 1°] Tt=& R ¥)5:3 Shiga S48

w—" = =

TFEoYo] EF WYHEE &AM 28 g
43 884 8% F3FE Yo7l W24 STEC
(Shiga toxin-producing E. colh)gta B =27]% 3}, §.
dysenteriae type 19] 9§ ZdZ3 E coli 0157:H73%
¥ EHECY 9% #Ad5L 34, 4=, F43E
o] ¥]%3}r}.
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ipithelial cell penetration

i
.ysis of endocytic vacuole

Intracellular multiplication

Directional movement through cytopla?m

Extension into adjacent epithelial cells

Degeneration of epithelium
Acute inflammatory colitis in lamina propria

{
Desquamation & ulceration of mucosa

1

eakage of blood, inflammatory elements,
mucus into lumen

Dysenteric stool: frequent & scanty

Fig. 3. Disease process of shigellosis

3. N2 oj&e
genesis)

8ol 7™ (molecular patho-

Shigellast EIEC Z 9 %<9 WA 71d& 1)
endocytosisol] &g FHAE Y, 2) AE | FX
(vacuole)7} £3=lo] AXF &2 o] HA, 3) X
W 34, 4) e AER ARV 4T AE U ol F,
5) o] % BB AE AFe #3& AXA lamina propria
o F4 9434 wge] dojutd diFdel Arle A
ojtt. AFole Aol Estn ATl AA Y, 4
ZAE, HY o] A/oz mWA oA Bt aFRA
g Aoy € F47F AT dqEe] g
2FA WA o F# WEEe o met 23
"ot o] FA A Eake de] AF v ¢, Fe
AL oA WE BA "HrhEFg 3)(3-5).

Invasiveness : A@A oA 7dgo] Ue
Shigella7} 3 A Lo AR FA3n HIYAF
2N dodle AWoln, o7ldle 120-MDa 27]9
plasmid (S. sonnei) =¥ 140MD =7]9] plasmid (T}&
Shigella @3 ¥ 3} EIEC)7t F83ct. Ao AE Yol
#ASHE plasmidS plnvel v} 2 Qo= FAH
d JEe R 2 FAAT FLHa dn, 2=, A
b, 4tA BdF e o QAxetx #AZE Ao
Shigella7} £8& Jehf7] A e A2 F7/e @

HEE &2, 0I5

EIEC, Shigella
"hromosome
140MDa
Plasmid
kepA virR ompR-envZ
virG virB ipa Reg-3 Reg Reg-5 virF
= L = el
G B PP H' D ' F
,10kb
/ =
s s Eyb
m L 1 14H| 1 f f "‘n ’u‘( 1 1
--ps <«iP3 <iP2<Pq Pae
[ ] i I 1 X 11 ]
virB ipaA ipaD ipaC ipaB 18 kD 24 KD
ipa!

@
Thermoregulation

* { ipaBCD  — Invasoon

— - virB Region-3.4 Secretoon of IpaBC
i Region-5 Adherence
virF
- virG —» Spreading
kedA
(b)

Fig. 4. Molecular pathogenesis of shigellosis. (a) The
genetic organization of the virulance regions on the large 230
kb plasmid, pMYSH6000, of Shigella flexneri YSH6000.
(b) The schematic representation of the regulatory network
of the plasmid- and chromosome-encoded virulence genes in
S. flexneri. [Modified from Ref. 3 and 4.]

Wo] grEo] Aot g}, o] F IpaA, B, C, D7} 83}
t}. IpaC¥e ShigellaZt 23 ANE W2 JAd) Soirte
d 2833, IpaBx 4 ® vacuoled] HS Hole g
&2 3}, Shigella7} AE WA $E3) 2594 A
E 9} actin®] F§o 3 7R R o] FdHA o]
23 AVAEE AYEEA HY, 74 BAde &
WAo) VirG (E& IcsA)olth. Shigella®) 58 '2¥ 9
HAH L dAe 24 EXE o|Er}h. F, AAY /A
AZHE BEXE ViR 9N AL VirFE AS%t)
VirtFE plnvel 4 719§ Re 2 VirBY VirGE A3}
o Shigella®] 17+ A7 23 A4 FF S APAAG
(Fig. 4).

Enterotoxin M4Al : Shigella®} EIEC QG ZdlM &
W7l B2 At Aygsta 1 Hell A H Yol
AA 429 o]FAF AP HuEY. dARE 22
A &3 vk A9t o gt o] A3 L opnix
plasmid®] sen FAZZRE 7|9 Sen T A 3
Aoz welg,



Mz olZe| Heol 7|Mat 2T R 4

4. NZY ol™el %gt

s EagE 2 Ao ofp] "dAxg Agel Avun
Bl H71 @ol 2W 28 JFe o]F FAI} BolR
33 71€3tn T oY AFA clFe FE 4
B9 243t sl A A=Y= 87 w &
a5 a7t MR B Al7]e AY ®el 24T
ok AdA oA FE T oA ojHoldA &
2™ 671 9-104 (53] 1-44)) ] volo 713 Bom
got(6]. /S HolR ge ASfoe VYol E
A AALE dede A9 717 9 a8y 24
€ Hole AAoldME Bfe de FA "EUAA,
2HE S4E =&=HA FolAdA ol AR
Fol €FAAA F REXT, ¥ 7Y olAddE
AT olde 2 AR geh. Fd $2) yadA
Jhrdo g f83 FASA A E 104 o|87) 36%S
AR BRI, & ol Fate] 3 Aol A 753
o] 82 F 40%7} 54 o] sA (7).

A olAL AFHo] w$ et 2007 H =2
Aol A7 4AE ZFAAN ¢ 22357 | £,
AHE o AR 3Eel A HFo] A FAaT An 3y
ojltt. a#A FAo] MAEHA FE|F 2 WIEE ¥
A3 ZAEAW, AFA olde WEE W2 2
A Feth o/HY &, &4 § AT 457 9%
i Eo] MTA olAe Hubd & Hasixe gt}
a2y LEE Bl S4d daA A=A gA0)
ARz A 4 . ‘

AdA olde 9de] He HPL 20-308 F7
2 23 fhdde A7) 2d 259 ¢S
dysenterige 1] 23t o]:d A7} ggtony 19263 %
B 1938A7R] = S. flexneri, AAE S. sonneio) €%
27 @k, olg & P AA 98 AGoM B
ZE. 3 A2, 1998 F=9 Shigella ¥ AFL
KA S. sonnei 61.7%, S. flexneri 23%, S. boydii 5.8%,
S. dysenteriae 3.3%2 JEMGI, L 3 YRBAAME
S. sonnei 76%, S. flexneri 20%%tt. 8P Poz B ¢
Aol Ayt dAE F71E Hole AL 2W, ¢ 3
SN 54 AP AFol 4¥Y W 1 Al A}
T At Ee] B9 EF 53 o 3Y 9@
AL A G HYe) 1 AR E olote
2ol ohdzt Aztdn. 2 dhe 19609 oAl
S. dysenteriae7t 7V @Wskorl, 19803t S.
flexnerizt %ol A&H AR, 19914 o)Xl & S. sonnei
7} 78 @l B H 2 Slch(Table 1).

#49 A 94 dust 228 AY e A4S
e XL, E 0. AdHo] Wl ¢ Ay g B o
R o2 A FArl HAT F 232 B A
FE 1M e =529 40%, AMASZE 20%0
olgt. & & 49 & fold g FAoE Fd Ty

12

Table 1. Yearly distribution of Shigella spp. isolated in the
period of 1981-1998.
No. of isolates

Year S. dysentriae S. boydii  S. sonnei
_ .

1981 5 2 47
1982 1 9 24
1983 7 9 31
1984 14 58
1985 7 21
1986 1 s

1987 2 1

1988 6 3

1989 1

1990 3 , 3 5
1991 e
1992 260
1993 2 94
1994 56
1995 13
1996

1997 4

1998 846

% S. sonnei FFFAXE FolL A (6AH B )] 31%,
7'E&E TR AA =229 16.7%0A 23 744 B
27} B A & o). ry

ARE A o dielA 1450 Fo] WiEE
o AL EE BHE JE AL dA) AL 3
43e, Bg Bert A& A9 53 FR 29
e FHIG. BIRE gFA] X8 A wed
o},

5. &2 wdsis falLzte M7 A oA

19989 -2 Yo 79 3 2FudA
9 g RS AlFos AFHoE A7 AA
A olAo] LAsH oY, LT RA-FFA G
< FALE Fd dde] A&SH1 YT(7). H3
54& A 258aY folg e ez @ A
) 2 gAlsle] fos Y 4 otk Fdo
A2 Ay o)Az g7 Baug #Ae &
920 2.2, ©]F 92%2] BA A S. sonnei7t B2 HA
o AYERE M Rl 2 2L =) 29%, e
Zo AF-AE AGoA AA 62%9] A7 24
A THFig. 5). €E T4 FXE B9 39 oA g
A FAS Aoz RF3] ahdFH oz WAy}
g e A=A NEFEFTE A2 ¢ 5 94, 108 59
Atololl 52978 (58%) 2] #A7} AZ:2 oz Wyt
AHEZE 104 ©1317} 36%, 11204 Atol 7} 37% S
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No. of isolates

SE IC DG PS KJ KGKWCBCNKBKN JB IN CJ

Fig. 5. No. of Shigella sonnei isolates by area in 1998.

SE, Seoul; IC, Inchon; DG, Daegu; PS, Pusan; KI, Kwangju;
KG, Kyonggi; KW, Kangwon; CB, Chungbuk; CN,
Chunnam; KB, Kyongbuk; KN, Kyongnam; JB, Jeonbuk;
JN, Jeonnam; CJ, Cheju.

3 o]E F yREo 25%m FAIATEFg. 6). F
L TE Fod g8 4% FA4YG BIEAL S
Qo) o8 fBe o Ao HNY & A #
Ag A4 oF 99 wHA AL givh. dF AY
AME FE5E A R0 JAEH e A
o 914 HY ol XEF AN FAe] HEH
Ql Atglolc}. BFA F4A FFE BW, tetracyclineol
99.5%7} WA 2 2 nalidixic acid, streptomycin,
sulfamethoxazole/trimethoprim®l] & 97% ©]¢ W4 & X2
At} Ampicillindll & 71%1A W& 2R
19999 & Bol Hatel @ foldE FHoE W
W 3 doAe, 349 38U R VAV LAY F 49 1
A7A) o 337k AA F 7990l A F FAY F
A rgeon, e AT PEAT 24 2%
nzao) 1598 X3t F 75FAAA S. sonnei7}
A29A. 8 AL T34 158 & A 603
Z MAH100%), BE(78%), LE(78%)°] F8 %
o}, FE, o#, TE, 3, AFH(57-18%) 2
B4 AIRE BT AAL BEE 53 ot
58%, AAF A& 717k 29 oldUt 62%RATH. BHE
2 54 o387} 40%, 10M °l37} 67%F AA IR
o A WA FEe Add AZFAez KPP
A FEFHE o3 b4, tetracycline 97%, nalidixic acid
87%, streptomycin 97%, sulfamethoxazole/trimethoprim
90%2] YA< R}, Ampicillindl & 10%%o] WAE
BAH(7). o|&A A7H, AdHez I JL
WA e HAL AF S AL, 2 F¢ A
oo Tewoz ¥y A U AFE o1&l F
@ g g zASe G AA2EA ol R 2
43 $RE AViz I dFde FEE ALy ¥
g BAE A% TFH e Aoz JHIAS
A2 Y@en, o] pulsed-field gel electrophoresis}
plasmid B4€ £33t FAste #F Fo Aotz &
ot :

6. Shigella®l Z&1 H1

Shigella® 7 Z317] & wWiAle A9 7d Wi, 2
T A" mx Z2F A e £ o A9 2d

uE, 52Y, 0I5

No. of isolates

<10 11-20 21-30 31-40 41-50 51-60 61-70 71-30 >81
Age

Fig. 6. Age distribution of Shigellosis by S. sonnei in 1998.

uj) %} (selective differential media)oll & MacConkey 3 ¥l
2 ¢} EMB (eosin methylene blue) ¥ ®jA|7} Aot A
gio] By] W BREe 1@ Bdel 2 A
2t | lactoseE LAEA Rt Shigellas T4 57
3 AL YA, 1= A e A (highly selective
media)oll & SS (Salmonella-Shigella) 3+ ¥ =], HE
(Hektoen enteric) ¥ A ¥l A, XLD (xylose lysine
deoxycholate) WA 7} ek, A Edo] Ag
WA B} Bo] So] oA E colif Bl& AAAAA
Salmonella®}; Shigella® 2 %& & JY=E TE A
olt}. SS9t HEE ©Fol Bol B0l AN dF9
Shigella® AAE F th. XLD¥ ©|EXET Shigella
o M AA F=rt B}, Shigella FL SSA A
& Ao Aol g 74, HEJAME F4, XLDIA
= Egd Jge YIS FF e FEF}e 9
2 NFe 9A EZA g8 Ad 439 GAdag
phase)oll W EA A Salmonellavt Shigellae A5
Aol @A (log phase)E F =3 FAANINE EFHS
2 AMgET 28y Aol YR AUE FIFHoE
t g2 AZEE F437] BE 842k oo XLD
o} e MujA o AhulFstodol k. Salmonella
B #ate] NAA Salmonellal FoPNAY AR g2
2007 o|&tel A Foll o3 7YY Shigellad 3ot
He o =g gt Bo] AHEHE= HIAE selenite
broth®} GN (gram-negative) broth©]T}. Selenite broth7}
E colis o & dAsAw 94 AAdAe 4%
Shigella®] W& JA ZF wWEo} GNbrothE © Rl
&t}

Shigella® &3 7] 918 dvAA AP (2)& B4,
o)1} rectal swab A S Ag 7Hd wiz], 1= A
g wjxle) 2HE2 2 AR AFHa, FEUA
o] HZ% ). Selenite brotho] HFF W 8-12413L
Wel, GN brothell A FH oA 447 ollldl HEY XLD
o AduFct. SFMAde 4 FFHAE 42
Bz HFAAE Fold Wt FFE F= A
1 E(8)9] Al o8, S. flexneri #-FAF WAL
£33 AMS J4H TE GNbrothdl 2417 T & o
& MacConkey, SS, XLD| HZ3l6& o 87-100%2
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Shigella®l FZe AF3e wixe A9 §#7
AAE @& A= F83ch. AT old #§x9 o
Aol X ShigellaZ} W& S v A8 A7)d wat
A 1g9 10-10° F ot} HALE 817] Al Fee 3
o] WiFs7t Bom £9 FRE e T4t BB
ojA FEI)4 ol2™ 10-107g A =7 Aok, 2A
AW 27 Ad € Eelste AL oPA @oy, A
717 A& AEol YEAY. ANE we F =
Al AEldte A= HAEES ol W$ Fasg.
Rectal swab2 AAE A& A I QoA vtz A
TV € ARt PEAE ALEHA Fe o)A
€ T wiEo] 14F A= A &AL}

old HEF} A 4FFL ud £ o gy
AL A Shigella® E}stnzl sl Age HE
GANAM F 7R Yol MdE £ F U A 7
o AR, 827t HA EE FE W, Ve AFA o
A3 Bl de FAE Bol7] A& A g} ghy
I Y¥FAE AEEA] e Ao A e A
¥ ¥87} glo] MacConkey, SS, XLD g ujx|o)) 2}
Z AFPY. A, @27} olF] Y Ao FRAS
583 AU. 4l vehdA Aol Ad gy
ZF7}2 GN brothel] 2-4A] 3F A7 e XLDo) A
el F@ct. FHuRA A JAUHE 7Y £ B3
HEEo] oW HAx 5/ o342 MHetd tiple
sugar iron agar (TSI) =& KIA¢$} lysine iron agar (LIA)O]
ZzZt AEEY, 4714 gase flm EBE AP AbE, A
A BeE Hole AL YtHo EHPstn ¥A
FAHoz #lsd & Aoy,

#H+4 Z Al NCCLSS 71Fd o)3¥ Shigella
spp.ol A AFAHA AFA HAE ampicillin,
quinolone#| <FA| 9| 3}u}, trimethoprim/sulfame-
thoxazole®] 3% Fol A HAA)sln Bandl=s A
st AeH9). 2y Bd 93 dateA ZE2E S
sonneit ampicillin®} trimethoprim/sulfamethoxazolei]
70-90% F =7t WAL Hola, quinoloned A& =
8 AT DoloAl FAEr) Y] B Eo] A
o] e oAl Mg oz go] U}, -

7. N24 0jE9 x|2

AdAd olde A8E e AT AALe w3tz
2 g5 i #45 AfA TFo] gt} 4
P FTHLE FFHY AA FUFAZ B3
ot YFAE dutHog A LHR gm, g A9
Z3d A=l FYW, Pol YoE ST A}
439 olwe Ao AAYE Foln HEdtm e
713t& &9 &t AAdE F2 ampicillin, ampicillin-
sulbactam ¥-& trimethoprim-sulfamethoxazole®] A}-& 5

Ao Aol BolAln genz HAYP Al

123

ddge] F23tH(10). FUHAME Yo FFA ) g
WAE Bxsta ioh(il) . ATl £ A4
© aminoglycoside, macrolide 22 34|t cephalosporin©]
AHHQ FAloltt. & 2o+ new quinolone A A7} &
Helgte R} oi(12).

S8 U Ag2e FP 3oz A £F o
23 A% BEol Y7A AFAG FLE JAAES
AHgEa gl B} & A e FEL A F
B AIAEY HFE ATE AAANNA HRE oA
TE Y. EF AFAY ArA e AdAF A7)
A7 S dx, &F, s A7 WA 7L 93
A7le Aoz 23A o] 7Hsd 3 A8 Hok
Lid=

A WP Ze Aoy B2 miAEEe AP
e FEHE AdE. F 87 94, AL 989 A
A BA m&o] Hadn 234 BHFxte] o)
83t WUL o}z AR AL gln, FZ FE
F& A AtgE e =39 Salmonella typhi TF
ot} Shigella AL FHRFTHA WPo 2 =9A|7
WYAlo] Axso] AHE ARUAw E st doh13).

& A

#2 Al fe AR ode A AR
& AT FA RABeA BAGATY AN A
9. B4719, $aBeN RARAATY v yes
9% 39, AYW wAldA Be FAE =YY
.
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