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Hous-g o o7l C57BL./6 mousew [FN-7y &
A+8tel macrophage® E43MA1AH FU Aol A4
S HolAw Th2 NE 9 HIuE& 42o7]< Balb/c
moused| A& IL-43} IL-100] A 42F5] o] IFN- 7y A4S o
As7) o Bl AUAFol A Aol glvk 2t
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Ulcerative colitis(UC)& cytokine
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UC 942890 X9 cytokine pattern : UC 219
ZAadade 49 979 AR 435
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FZ(CD45RA) ZR-E] memory TA E(CD45RO) 2 £ 31t}
a8y, o]l g A A4 FFGANE UYEE
Ao.Z YIF& Fas 9 Ld3}IL activation induced
cell death(AICD)9] 7]1A o] o8 FHZRH #d Fd=E
AT A apoptosisE AAHL, ATHIAE
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colony stimulating factor(GM-CSF), interferon-gamma,
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Cytokine AAHAL ¥ : Cytokine BAHHEE FH 3
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gy o2 ZALSHE W 7 cytokine mRNA 2] A4 H A
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ol & IL-6%4 A £, TNFalpha B8 A £, IL-8F M Z <]
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D3 §5= AF A RAZth & IL-15mRNA F3AF
= gAY LA E WY macrophaged A E YERYE
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o] 72 YR & Jetdth ol A =& AHutel €5
o] 7299 & @A macrophageA 9 Al X7} TNF-alpha
2 QAAPe Ao AzE IL-8 mRNA FHAXE=
macrophagett Q379 A¥ 9o, TF7 3 d3 Al
T, A% dgAe 2 WA ZdE 1 2@l Y
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Cytokine Ulcerative colitis Crohn disease
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9] %79 YelvxvH(14), 3E-717} A [L-1ra®] A
Aol FX %3, IL-1ra/IL-18 9] ¥ul7t dRd, 228
A 7ol ko)A lectin®] YE<) pokeweed mitogendll
A= o3 TNF-alpha?] %7t vehvi ot
IL-8& ¥ 3§}t chemokine family=, CXC subfamily$+
CC subfamily2 7% 4 29, CXC subfamilyl =
IL-8%} GRO(MIP-2)7}, CC subfamily & MCP-1(MCAF),
MCP-2. MIP-1 ¢, 8, RANTES 5 ¥ &3t} UC 32}
A& GRO, RANTES, MCP-19] mRNA ®&o] &2 5
o] 9t} T3 UC A A& 1L-8 & A 3} myeloper-
oxidase Fx 9| 4#BAE Y EZ [L-8°] 359
e G5 Aol #ojsta oke AL AAFEN(IS).
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o] tebdth. £ Ao A Fubol] dFo] 8 # macro-
phagedll A classical scavenger macrophage®] Bl &9] &
1, CD71%4/d v HLA-DRIY ¥4 ol 73ttt =3t
IL-2receptor(CD25) %4 macrophagest T ¢3¢ A
a9} ol el Ao A HE3) soluble IL-2 re-
ceptory Fxv CD9 #EA4 CDAI(Crohn’s disease
activity index)$} A#A o Ut

CD9 cytokine® TeHie, di7 HulolA IL-18,
IL-6, IL-89) ¥ =7} Z7}8tx, Aute] a4 ¥ 9] IL-],

IL-6, IL-8%¢}+ ol 2} IL-2 mRNAS] #HE % Z713it).
3w 2] TNF-alpha® @A 3] $7}sf 91tk CDAI
7} A3}3F CD $x}2] A9 oj) 3 TNF-alpha monoclonal
FAE FAIEIE S0l #3lE = Ao 98] TNF-alpha
7} CDY $23% Yoz HZAHATHS).

CD $4+9] ut-g v %¥3}e] adhesion molecule2] A4+
< M3 By, UC $AE g ICAM-13 ELAM-1¢]
Aol HRH 0] JoH(17), EBFAE, ZILLHAE,
A wl ) 9] M ¥ ol A macrophage MCP-12) 23 % &35
o i}, o]9} o] AFol FAZE B IS THE
o] CD &Ato A xl=o] Qo).

CD 9394 A2 cytokine : &l A cytokine A4t
8l 0 2 Helper TH £ & Thl¥} Th22 Y%, ThiA =
HAXA BG4 #Eo) Y2 IL-2, IFN-gamma, TNF-
alphaE A 4bstH, Th2Ale FA Aibzd W97 ¢ 4-d
o] 9lom IL-4,IL-5, IL-108 Aitsles Ao E A&d 3
t}. CD ThiAl 9] e 9k #do] Y& AL BiuHo
Atk CD @12 A- = %9 macrophage® IL-2 re-
ceptor} tranferrin =819 43 markerd] ¢4& &
o]n}, TNF-alpha$} IL-18 9] 84F& ok 4249 cy-
tokine®] AX.2 DNAE ©|83}9] in situ hybridization'y
o 2 mRNAS] ¥4 S 4B W TNF-alpha mRNA, IL-
18 mRNA, lysozyme mRNAE 2& 3 A 27} ZH )
o]l 2XH 3= Aol yerdth 22 A IL-6°] 57
gozH IL-6& CDY A= F5#AAE vehdol
CD A& JoAX Ao ARE AHEHI o IL-6
mRNAS Hde F2 FHu uf59 22 FHd A=z
0] 53] 2 macrophage| Al A H < Aotk 579 A
) dZukgo) #aste IL-8L CD Ex19] g3 3
DM FEE F7HE QAT UC #ARES F7E
A gk}, CD &xle] A ute] G ) o A [FN-gamma
o] 2+3} [L-2 mRNAS] Edo] g3so] e A2
B CD= ThiAl9 HE A Aoz Azt 2, CD 84
o) Al TNF-alpha chimera monoclonal 34 & A ® £
% CD9] F4o] ¢3ls= AL 25 E TNF-alpha’t CD
9] 7] X9 E7} H+ cytokined RS2 HuEH o}
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S. sonnei®] 4%°] Atk A4 oA AYFL g Al
X HT29% T84A4 X o) H7}8hH IL-1, IL-8, TNF-alpha
Y Aol FXIETHIS). sHE, @A NN 28 A A
T(0157)2 Shiga %49} o}r] =4t 24 0] FYE Vero
=4 17 A9 50~60% o}u]=Al ZAlo] HlS=3)t Vero &
A IIE A28} o] Shiga &4 £ N-glycosidase &4 &
ZHA A e 9l 3 E dASt A X &84S do
. 23y in vitro®] W] FF 3 A L] o] AFE Hts}
AT FEAE JE St 24 & # NEE g5
A Feth F, o] AL A AFE e FH] 44
E7}IL-8& vE&t] o 719 cytokined &3]
43 5579 @, macrophageA A XS B34 A
free radical, leukotriene, proteaseS A4t o224 Z#
Hehdd S48 g & 5 JoH19). =3, JHEFR
71904 3o HAFA A= enterotoxin® cytotoxin
S A A T o]F9 EAE rate) 2327 loop Wel
Fodtd, 4~6A0 35T 45S Fkste 28R #
@ol HET} o] Wl ratS FEFT FAE A3y
SFTE ZLATR 2843 FE-L ¢3tdrt o] 9 2o,
Hgo] HASE Shiga 49 Vero E4F oW &=
et 84 o)A 28 FFoz BYAT A
sl Aladsaet 2R Aatehe BF o3l F4FE
I HEE FFo] e

3, AU 9 ethanol®} hapteno] %+ 24,6-trinitro-
benzenesulfonic acid(TNBS)$} &4t dextran®] #7] &
o T2 HAAJN Y FEY FEEZDS UE 312
U, cytokine2] Wol| A & o} [L-1, IL-6, TNF-alpha 5 ¢
AZA cytokined] AAto] vtebATH20,21). B3 Thl <
7 (helper TR T F, AFE HFwk-go BAst= A)
oA A= IFN-gamma® 48 F9 S48 2719 2
A3t A T FEo] 4 mole AR Fevhe B
Ak AP FERD FHoNA cytokined] A 4
dodle A & Ao g Ve Huk oy, &
< JA g IL-lra(F83 238E4)9 5o, IL-13
TNF-alpha®] A4toll #A3l= NF-« B9 mRNAS &
4& 9AI3= antisenseE FH 5t A o8] AP E5E
d FHe] dF2 JAE 4 AvH(22,23). &, Neurath
(23)5 2, TNBS®| &3 J 84l NF- « B9 sh}e)
WA p65e] FAAM o) #osl= Fo antisenseE F
AbeteE Aol o3 E€5S ¢43 & 5 Y= A BaE
Aot ol YA W2 1 31} macrophageZt A 4
3} cytokine©] o] Aol EF S FAAUGY=
A& LA HUAY. 28, cytokined ol = TGF- 8, IL-10,
IL-1ra, IL-4 52 oW Z %o+ IL-13 TNF-alpha|
e A2 87] W&l cytokine®] BE FFS
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Crohn’s disease(CD)¢} ulcerative colitis(UC) #3}2]
232 F9 WA E @ HIFFAH E X adhe-
sion molecule®] E-selectin % intracellular adhesion
molecule-1(ICAM-1) 5o] ¥&851 it} °o]& adhe-
sion molecule®] Y& d= G933 FH] = cyto-
kined] A=o] 93 Q<lo]W antigen—presenting®l 1
o] A& costimulatory molecule®] B7-1, B7-29} CD28
pathway7} #d&ta Qo). @A) B-& T A7 A
o8 £79 cytokine = 539 G54 FEEY
2-8-7]17 9] g Ao] FP== R HEte A= 3 FEE
A AAZA o7t ¥R &L gtk UCS CD &4}
A dZA4 cytokine®] IL-1, IL-6, IL-8 52 &=o] 4}
EhA gk, 1 8he) © & cytokined] 2L EF 9 AT

w2} 2ol 7t U] wiieo 44AQ s Hos FEE Fo
7} B 2 3o}, Cytokine network?) #j4e 454 23
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