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Interleukin-17 in the Inflammatory Bowel Disease
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Inflammatory bowel diseases(IBD), including Crohn’s disease and ulcerative colitis, are gOffeSPOQienfO:O] S‘;mg-C;]Yi:L PTrk
.. . . . . . . —,—500717 o?‘oﬁ*’ﬂ_%\_‘17§
chronic inflammatory states of the intestinal tract. While the exact mechanisms inducing 123, B8] A akeh 3055
chronic inflammation are still unclear, it is hypothesized that the inflammation is caused in 305-ho, School of Life Sciences, 123
part by an inappropriate immune response to the intestinal microflora. Although inflam- Cheomdangwag-ro, Buk-gu, Gwangju

500-712, Korea

matory diseases are not directly linked to patient survival, symptoms of these diseases sig- Tel: +82-62-715-2511
nificantly decrease quality of life. The incidence rate is higher in western people than east- Fax: +82-62-715-3551

ern people, but the incidence rate of IBD in eastern people, including Korean, is increasing. E-mail: sgpark@gistac.kr
Recently, it has been reported that IL-17 is an important factor that appears to be involved .
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in IBD induction and progression. This report reviews many recent papers reporting the Revised 4 January 2013
relationship between IBD and IL-17, which may provide an understanding leading to new Accepted 10 January 2013

means of prevention and treatment for IBD.
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9200] 8 Fole RAVI) WS ot ol oLk o] il 2 212 3] skt 2] wrekol Bt
vl Rl chE IR HO S o] R A0 2 AAHT ek FAORE A, B E I, 10T )2 A YETL S, o
AZAPATE B PR A Aol YATE B of WL AZA} Lol ek 487 agle] Bl &
of 4F9] W& T3 GRAVIE Dol SR ok A o @FH  §ok QLo o] BB AR WO Rh SRR Yt 14
ARES S AL S G R ol A 5t Qe ) A X2 o] glck oFBX| 2 ol aminosalicylate, 28| 0]
A Aol T E] S, B Seltetel s TR = welaad), Telm g ol olm glom, 444 Azt
3] 71 8] o gl A0 URlA Glol oAl AEE  AYIG oFRAR, Y L 4EE 5S4l HT A9 A
Apagio] SRRl AE BAZ hrEm olck o] 9EAAAR i Alaolek ojeh e Ml EAlelw ek, A
o4 22 IL179] o] 7ksHe S0 2 el Qo) WA o] 9] YA Bk A0 2 el ek

A S7HE IL-179] S &of| et A7 ghol WY=L ek
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2. HIZMLHEH (ulcerative colitis)
AFFNF DL F2 o] gtste] H5o] A7|= Aaeke

2,340 21 W, SR EE, A So| Ko, AT 49 el
Frgo] Fel 5 F3o] BUE|E GrHLY. R @54
AT 790} ol Soha, F4), OFEFo] 4¥ Fo] N2
o= ool ik AFNIA F o 20% FE7t e A=oh
B R0 2 GelA glon, olsh 3, FUZAA), 28| zo|=
$o] oFRAE W] 2ol ik APH PP 2EYa}op
WP 2 A B3 2102 el Gk

3. B M| w

A AT HEA 0 2 oplof Ao Rrki AelA] 1k
WEo| 2 202 Ueld 9lon], 7ol 49 GEAAE
7R3 gl Akl 47k A Q] 0.5% GRuet 713 of
2 U 4215 QAR QITh A, A S T gl
AATE QI F FA) B2 A BES T 4 g Bol B
of o] Ao Qstoel AR E AR F oL AN
202 el gk

Sa|utete] 749, 1986-1990 T 7k gt 3= =3} Aok A
AL WS 0] Q1 107 T 242} 0.05%20.34% 2 o5+ 3]
Agkolodek. HAIRE 200520061, T2} AP %] WA
o] oIt 107+ e 217} 2.79% %} 3.3%, Z12] 3L 2007-2008'd, 71 12
50| 47 51%2} 54% % 11 WYE O] 58] S7HE 0] JITH4lL
A Sefuere] A AdESte] W E S A A5 ES
O B HIsteq, o)Al = AAIE] W H ofd Aoz A
Sl

4, SEYEEEO| R =

S A o] tigt 2w flolA Wit vkt Zo] FEA|R
OF o] Ofgt X7 & LrofzIek shAfRt o] = A& W = A
7ERe QAE AT RS SHA] Foh, G ARl o B8 E
= AGAQ] Tt D asict &, AA 25 QA Al e 2
SRAEES 7L Qs AR S 9
gt oFEA R v 9 uA A& 8 5O A4 Hlgo] S-2ut
etoll A W E0] STk 9l A &4 0 & F7FslaL QlrH5,6].

OFEA| 79| A9, A5 AL A 7S $15F0] aminosalicylate,
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(1) IL-172 YSisHs ME Y 11172 WSisHs MZ2| 25t

ThiZA|EL © X0 2 [L-17A, IL-17E, IL-21, IL-222 AJASH
T Qe AlEZ 2 A Qlek o], IL-17A% Y¥H 0 = TL-170]2}
aL Eju Thi7A|ze] ofe AR = 58 AlE71] 52 shto]
T}H9,10].

IL-17A9} IL-17F= TGE-beta, IL-6, [L-21-S 351 o]e] A&
7FRlo]| sl n] 2k (naive) CD4* TA| 327} Th174| 3 2 F3}s1A| &
HA 2 A=, Thi7H| 3285 ofuet A2 =/ CD8* TA|
3E(Tc17)2} y8 TA|2E, NKT (NKT-17) 4| 38} -2 thoFat TA| 9|
A= AYARSE 4= §lom, 2| o]l HhE|Rl W ato] ofeh St Tl
e L 2L AL A 3E, Lymphoid tissue inducer cell (LTi)Al| 3£}
22 A |z Azt vl Azl Aol 2A5ke T E
(paneth) A 2E, IL-17F= ZA70] AujA| szof| A e idd 4= glot
[9,11,12].

IL-17E= A4, S/ HeRk-goll A a3t ks ek o
A U=t Gl B wto] A=l Sfl TA|Z, A7/ dH S A
3L, H[HY A2 59 TheFeh S79f AlazollA] IL-17E5 AA4HeF
[9,13].

IL-17B2] 75~ of2] AlA7| 2ol & &= QIAIRE 2 AEA|Z
oF Frdof| A A WEETH4]. IL-17Co] 79, 57919 CD4*
TAIZE, AV A2, AN oA s, tiF2e B4

]

4=

i)

an

22O A= A A] Q=TH9,15-17]. IL-17D+= IL-17BL} o] o
2] 220l A HEE 4= AT HAA| o M= F417] CD4" TH| 22
SFFA7] BA| o AR TH9,18].

(2) 1172 7o

ap$-20f A1 2] IL-17A+= 147719 oAt 7] Z36h= 21
kDa®] Gt 2 A] QI7FO] TL-17A3} 63% 2] oFn| =ik -5}
o, o5 o|gSHER AdH TRl FEE FH]EC X
Lol 813 %] IL-17B, IL-17C, IL-17D, IL-17E, IL-17F ] 57}|19] A|
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E7}0lo] IL-17A%}F 22 0.2 o13kE] o)) o IL-17 family S 7
AdsaL QItH9,19,20]. TLE] AL o]F Z}7e] LA UE-S 16%C A
50%9] of] =4t FU/dS HRIk o]& family T U= SollA,
IL-17AS}IL-17F= 7FA =2 o 1Ak AP 0] B0lA-8 Hol= 1}
H, IL-17E+= 78 52 16% 2] 54/ HLRATHIL.

7HA =8 ZRIA S XY IL-17A9} IL-17F= A2 28 485
o Agtsial wulE uf o|otE= AAHE FFOIFAY o Holgt
A1) Fe= FalEl =), ol F AETIRIo] vlgh AEthe &
A= Ad = Aok 7He A Gfvigtet9,11,21].

(3) IL-17 =22 A

0|9} -2 1L-17 family 2] IL-172] =84 family+= IL-17R A0 A|
IL-17RE9] 57}|9] A1 ¢S 3Z &5}, extracellular fibronectin I11-
like % %J(domain)¥} Toll-IL-1R family (SEFIR) W13} 72
2y 22 EAS AHrH13]. IL-17 family A E7}219] 71352191
TE8A= FFOIFAL o] do|TA| o] Fe= /dE] =], IL-
17RA2} IL-17RCE] o|Zo]gHA| = IL-17A%} IL-17F2] “=&o| A
o} o] oA 9] 4=-8A[0]aL, IL-17RAL} IL-17RBE] o] o] g4

L IL-17E9] 22842 otelA 9lh. T8} IL-17BS} IL-17E= TL-
17RBo]| A%}s}al, IL-17C= IL-17RES| Z2§}slo] NF-kBS 43}
ARITHAL 2| Fo]] B9 oL} IL-17D2] 4=-8-4|2} IL-17RD2 2
Zreo] thefiali= oF2] ¥ra K vt GIeH9).

@) 1172 715
IL-17A9} IL-17F% ¢34 A|E7}219] TNE, IL-1, IL-6, G-CSE,
GM-CSF&} A= 7}¢1el CXCL1, CXCLS5, IL-8, CCL2, CCL79} &
u)| A& HE}o] =21 defensins, S100 THEHZ 712 37 MMP1, MMP3,
MMPI133} 72 matrix metalloproteinase (MMP)S 95 3l5}=
SIS sl GRS ek 213 grelol ek o
of| ot} Fu]H IL-17A9}F IL-17F+= TH|3E, BAE, g4 222}
e Wl E2 F45ste] THIZ kol priming)olL}
A, B3 AIEZIRI AR FXIA]7)4L, Bl Al azojlA] AR

A

7}el3} A %72l MMP, VEGE, RANKL, 0 & Flefo] =9} 7+
< o] 954 WAE skl A9l 2578 =B
7 =] 22AE S = QAL SFOIA= A
e AL, BEAlE FA SR e B e 2}
€59 A4S T o ik 53] IL-17A= AP agto|ut o3
27) 9k, FUE Alatoly e8] Aol thieth <o 5o
F2 Fhojahs vk, IL-17F= 2 el Au) 220 A $-83F
A ATHIILI2).

IL-17 family-HJ Y5 0] 2 AFA ¥1-&-of Wofst=t] H|al,
IL-17E (IL-25)= IL-4, IL-5, IL-137} Z-2 Th2 A 9] AJE7FolS

§I5to] Th2 A|3E 9 natural killer T (NKT)A| 3, ThoA|| 3£ 5-9]
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Interleukin—172| 2r510| HEA AHO| erdint Zishof 7|Xl= F& I H M R

HAHES-S Z71A)7] 74 immunoglobulin E (IgE) 2] AJAFS F-=
S 4= QAL A ATHEHIAA A-Foll thet wrojot =
Zgofioll 71 Rtttar ehe A leH9,13).

IL-17B, IL-17C, IL-17D= IL-17A9} IL-17F9} Zro] &4 ufj7}}
A48 §Eslol SARE O Sk aAIgHS), Bl 4
1A ofH U Bh=Alof thfiAl= o1 18] U A QUA| YTt IL-
17B2] 415705 7]400] S relal v gl 1L17CE] %9
IL-17RE 5=&4|o]| ZAg3}0] NF-kBE 24J8iA12 4= QJr}. IL-17D
o] 7-F-oll Agtsh= = 8Aloll thgt AR 7} flof, W 47t 113y
o] QA Gtk ZZo o]Fof7l d Aol wEH, 7| sA o
ZF A QQA] 9 1L-17C7} dextran sulfate sodium (DSS)-2-
2 et g4 A BdE 2Eshet| Sasithe Abdo] He
Fetl, o= IL-17C7F A E vhp-220fl A Th174| o} y8 TA| 20
oJa} 27bel 1L170] Sfsl Aol ohslslt 2ntS Ea Hlsig
o} 1 2t opet IL-17C7} A3 **JW ol A Rk o] Ea}
9] occludin®] W& A A 0 2 2 AE|o] Hul Apd o] o1 A] ©

oo T
Aol = Fa%t AeS k= Akt -%‘ QI3FATH22].
2) olM ZEY Mol thet A
IL-179] %3¢ Hpol2Q] o3k Wt A7 et 24 B 59| 7]

O & 1HoizIth(s,23,24]. Aol A g Eo] oigt <5 1ofo
QJod, IL-17A, IL-17F2} IL-227} Citrobacter rodentium®] 737 7+
& 2AsH=| SR8 Th= AMS o5 AlE7RRlo] AFH k-
A5 oY} v wEkS o, thAHIL-17A, IL-17F7, IL-17A"TL-
17E)25], 7] B2, w); 7HIL22) 26] SolA] 27he
Citrobacter rodentium2] 952 E3|| ZHQI5}THS]. 271 Alate]
RS IL17A", IL17F", IL-17A%, IL17F" 0}-240] thgo] B-de-
fensins 1,3,42] 7@} dztzlo] 9tk Ao] d#jFch &, IL-17
T A Alate] Hrojol] Qlo] a3t gk ghtk= Zlo] ANkl A

aflo|cH8,25].
3) 2 g oo M9 | —17AL| A&t

% Aol R A WO IL-17 A E71R1IE2) 24 BT 8
W7} Qe B a7k Qlek. o] 5 2 o= IL-17A9] ot ?% =
gAY - 32E A|AsE] F3RAFE o, DSS A oA
o] ofatE]= Aolr}(8,27,28]. Ao A| viA = =& o8-8t

o] DSSS P17t A2faHe A& AT Eo] 229 B9 &4
]

0107]]11 au].ej_ /\];Ho xﬂz

“ d "o O = —/]\—E =
071 5 Slolo] AH 0.2 8= st FheHs]. IL17AL olo} 2
90l 3 AT dandings] U2l ol
e A Tato] W QI B A, W A Tl &
0.2 42 Oy 31 AR SHSECH 829,30 £
AP of ] uhs-2of vl ek o, IL-227h A vk 2]
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A DSS Ae] Zofl Al FX0 & AFES , 012
A 1L-229] 224 B 21 Aeh-E A AISHATHS,31]. ’\‘Xﬂi IL-22
=4 E SAE SR [32), v A 2 - Ao AT
= 50 Ao A% FXI51%I0HS8,33].

& ol A HITAazo A 2% Thl7 5389 AlE71le] o
SHTA| 29 A3hE 1s] 5] I8l RO T1F ol A CD45RB™
CD4" TH| = A BHl 0]-8-51314L, 017]0]|4] -0 %= CD4" Al
3 Y/ E= NS W= Rag! TRAE Z1ZH9] Al E71Q1E AHA
A WS 4= AATh AA7RA] k9] Aol A AlE7IRl0] A
H¥l CD45RB"" CD4" TA|ZEL} o3t Al 25 A4 AlE7RI0|
F 55 Rag” ub9 0] HEalo] o] §31Tk oA ILA7AT
CD45RB"™" CD4" T L= Al 71| =22l A5 Faf oF8E
©] CD45RB"¢" CD4" TA||3z0]| OJ8f| =)= 4215t A e et
UL ATHE HGITH8,34,35]. of7|A] SR A TA 2|
A e IL-17A+ A Areolls 580614 gtk Zolehs]. A
S| HA) Aol A IL-17A" CD45RB"s" CD4" TA|| 32| thgk o8
#9] Rag" ub9-2:9] Aol 212 2] M ulalat Aol S Waick
SIARFIL-17A7}F AHE THIRZE 7H upe-2of| A= Al a7t
25 AL H 1519 11[36], o)1= ofa} TAH|Z 2] IL-17A9} A3k
o] f3je] 29 12 Ao]cks)

21219 Th17 §:32) AlE7}elo] Wolmol At Bel4 zto] 4
Al YE = DSS ¢} trinitrobenzenesulphonic acid (TNBS)o]| 2]k
w78 AARdN = 2 o=, T Ag HE 22 T s
G2 B BASAY th9] AETRIS] Asl7} A HhEe] o
= 771 $18 Zasiehs]. flollA A THEA =5 IL-
17A= TA2E A B oA £ a6ttt A4aE ofet
[34-37), OFAI % 0] CD45RB" CD4* TA|E7} 2017 Rag’ 1}
of anti-IL-17A A & A 2fsto] A|=7FR1E AlA S uff d57H-
ok el A} Q= AL B8]

IL-17A"" CD45RB"#" CD4* TH|ZE Y2 Rag’ tF--2& anti-
IL-6R A5 3 ] Aol 419 G5 H4aE HI1AL[35], anti-IL-
17A%} anti-IL-6 A1 S ZAglsto] A2|g uf|, oFA 3] 2] CD45RBME"
CD4" TH| 329} IL-235 HE2 Rag” nh--20fl A4 9] 6 437t
o] A= AS HOkTHB,38). o] gt A S Sl &
ofl, RH Aol A Z12e] Thi7a} s A&7 Asl= oot

Of

il

AIE HI]of SE8HA= FA thalell o2 A= eAg
Th17 JE-3-3} Thi74] 22 e He S7hA kol Fa2olu: 2

Ao Z Th17 Y
oA dF A7 T

Bm2] 753} 254of ol B ebop ke 20l 4
el F25t 2 4 o)

4) T 2l Dol ] II-17F2] gt
IL-17F7} A vh-§-220] A DSS7} 5201
B} 7h

2 v opya mhes
FAIZ B, o] IL17F7} olo} e ol o
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FEE SPAIThE Aotk AR DSSE Hel IL-17F" upe-
= &G A2IRt o ¥R izt v sk w, ch ol A
gl A K71l mRNAS] &S HITH8,28]. IL-17A7 3} IL-
17F" uh9-227} DSS 22| Sof A2 thE ArY AiE Hol= o

off thshrt= o4} B2l 7 AE7FIS TA A2} v
AN EA A e 4=-8AJo]| AglslaL, IL-1B, IL-6, tumor necrosis fac-
tor-a (TNF-a) 12|31 35 of| P E A7l 59] wae
S=3kH8,9,19].

IL-17A"CD45RB"e" N|3LE o]t Aufe} v]<=5}1A, IL-17F
= 1L-227 0| A E2]3F CD45RB"" CD4* TA| L7} oFAI & 2] TA|
EZofFdsH XJO:‘ & RO 2 TAEOA] =% IL-17F
IL-22= TAIEE 70 Blof X 9] A4 ol B R3] o= Ao

HATH8,37]. E%% H AtollA IL-22= THIE A el

oA wot&el ?2% Sl Hol7) ke shqick I B theret
Z6}O] CD45RB"e" TA||3EQ} Rag” U5 IL-225 A= 5
2o] 912 woh g1 W2 o] ASAL u, AFHE
CD45RB"" TA| o} Wh= Rag” u}-9-20] 1L-227} $-£3} o) 744
Azke kel BhrEigicy oleigt TS & TH e} uITH
OFZo|| K9] IL- 224 &-0] TA|Z A A HdlofA 222 B35
L TS o3 9132 AARITHS 31
o} A& 2] CD45RBe" CD4* TH| £ 7} 5012 Rag” t}-$-2~0] an-
ti-IL-17A AE #2I5to] AE71E AIA S o) §FHE-6-of o
d 2y gl Anets 2o s 22 dtolA IL-17F"
CD45RB"e" CD4* TA| 35 T2 Rag” tl-9-20f| anti-IL-17A 4|
= A2l wf o] ehoteof ofeigh Hlojl A IL-17A9} IL-17F2]
g el B2 AAISITHS, 7).

> o

l

rr o

eZa)

ol

5) &g Ll mEof el 212 HE

DSS2}F TNBS Aol A MY A oF= & k] Thi7 £
Bo] AEZI0] IL-210]c}. o] whito] IL-21" uh$-2so]] ofoft 3}
gl Foid o, opyge] thazat vimste] @3] 14
= i‘i‘il DSS7} 520171 op A7 o] wp--2x0f] IL-21R-Fe -5 Thil

o Aejahe gelo] okshEoir(s,9). 1212 o thokat 73}
P =t o= Aol o] F5HES fol] 71013t ol & Sl
IL-21—% FAFEA LR 225 Hﬂt MMPs] A1t
= 9H40] & M|z A TA|Z BFshelEA
flammatory protein-3a (MIP-3a)/CCL20 .J 3}
CD25-CD4* TH| 0] 274 HelA| 2o} ks F o] a4
A Bpoa2.43), 2ol 2 TAZS) A AR
B TEN-y2] BAks S7HAI10H8,44,45]. E3F TA| 2o A] frie sl
IL-21-& ThI7TH|ZE §&317] 98 A7FEb](autocrine) B4 0 2
oA5kS- Shrhal A A QJrh(8,46-48]. £3161o] B, DSSH TNBS
o} e SSIR AR 4] o] SAME B4 B9 mo] B3

Iﬂl ru>4

2] macrophage in-
é'% A=stall41],
A
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SES R

TFEolA AR B Th17 £330 AE7RRIES0] = 9dS
Fhehar eyl on, Wald 22) B3 Ao|I(IL-17A, IL-22), thE
2ol B AE-S(IL-17F IL-21) 7}XITHS]

6) S REIAF ZEOIA L0JLH XISt FH0IAC] 11172
ozt
Z|e| gAtoll A TCRap TH|E S04 S 2 uh-p-2ofl A Pdkl

A A A SHH, TCRyS TA| 220 23l ZFSTHRAY A ¢lo] AJFlo]
A FIcH49]. o] HEof| A= TCRyS TA| <t Fol| 4] IL-17AE '
?ﬁﬁ}—t—_ CRy6 T2} ZellA] FABHA Z7Fst9ic: o] Aat=
S04 TCRyS TA| o)A HHl s IL-17A7} Aode] Hhg
o l Eo] S HojErh AA|, 24 TA| 2 (regulatory T
cell)E o]AJ5}HH, o] up-e-Aof A% AFo] WhAEEA] Fom, EG
TCRyS TAI2E Z IL-17AS W &dt= A7} §23] So1590Th

o] &I} &7 TCRP™ up--20]] CD TH|EZE o] A]51H ZF o] 1
A=t 0] 940 % R K| 2 IL-17AS WEsHe TCRyS T
Az 2] =7} 37183l om, o] IL-17A7F 8- o SAIX Itk Bl
E]|9ITH50]. o] Ao A= uR2} CD4* TA| 225 TCRB-/-TCRS”
ap--2of o] AlehH A FAto] k8|1, uztaE CD4' TH|Z S
TCRyS TA| 328} 917 TCRS” mf-2-0f Zho] o] Alat A o] 2
o] oAl ofstE|qlet. of# A 9] == CCR6 TCRyS TA| 220
oJ5} o] ojLz}, CCR6* TCRyS T cell (IL-17AL AJAF5H= TCRy
S TH|E)o] 23t A0 2 IL-17AL L&5}H= CD4* TH|E 2 =7}
A7)= iRl oJell A o stA)7 = Ao 2 Hhe k.

J;i

2 2

A5 ARl 1L-172] AES20] oAt A
o] ofe] ¢ meto] ohe), WS AT YT
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Fig. 1. IL-17 plays an important role in intestinal infection. However,
the role of IL-17 has been controversial in inflammatory bowel dis-
ease (IBD). Several groups reported that IL-17 aggravates the symp-
toms while other groups described improvement in the symptoms.
Therefore, it needs to be clarified which factors determine the role of
IL-17 in IBD for improvement and worsening of inflammation.
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