MErstu ouist ofstnt
E-mail: Hykim11@snu.ac.kr

AofA K
7 AIEO] o

—qoﬁ

2 OrE

P

(o]

l

r Mo &

23

12 12 Ho o

OIO o_>[’_,

E‘l—

)

O

9
=

o fr ol

=

r

M
2 -
1o
:(.X)L_“
=2
Y

"

18 ox
=

l

12 i
olo
s
2
ro,
ot
e

flo o

32
£ 30
17
rg 4
ofo

JZ‘.-_Q

A
oz o oz

o I

2
ox

[o
o

i

o
s
=N
==
2
o

ne

‘

 Ho
o C
z
olo
|o
flul
rC
luj
rir

. Am
o,

k!

,_

ph01d cells ILCS)7} Al €] 0431
o] A} ‘34 s W=

SD
CD

l“N

o SV O
)

£

I=

W Sol o]5o] oWt 715 FYTHA AnRES
shlck,

1. MFM 2IZ32 MZ (Innate lymphoid cells)

o
2 st Rolol 4 AV SrlRe WA & hiE F
oehy vk HEA YL AZC)F L0 HAL 55
S Aol 10 2010d o] AjE7 ¥ad AEges

THZ 4=8A(TCR)Y B Al 483 (BCR)9F 22 484
£ Wdatr] ofAw, FejstA o R dxt A Alxet §
ARl Qg 7H Aoy, 23 WY vhg-E Tekal 9l
T AZEoh= &2 ILC= T B0l 7N A &
F AR WY Alazel] 7FAAIRE, T helper Al3Eo]| -85t
Ay Tele B2 WY Alxehs 5L /AL
thE 1), ILCE 22 A4 AJo|E7kl(IL—1, TL-33,
IL-25)] w2 whg-shu, x29] i &
o] B 4l A 2 HE ] Houhg 52 9ol )
A7 = ILCY| 443} 7150l tigt A A& z1s
I Q) AEjolANE ILCE 3A| 3749 1FoR BRE 4
Atk ARMAR, ILCIE A Asf| ARZ(NK cells)2t A%
] fARE 2EYLS BT, I E A sl A2t
ILCS] YA o2 AztE|glar, B2 oujofA ILClof 23
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1. ILCRFT MZO0IM 2H|== AfO[E7[210] Hlw

Innate lymphoid cells (ILCs) T helper cells Cytokine produced
ILCT Thi IFN-y
ILC2 Th2 IL-4, IL-5, IL-9, IL-13
ILC3 (including Lti, ILC17, ILC22) Th17/22 IL-17, IL-22
AN, 2013 o) Z2H WS 7HA AL Sl= LZ}PJ il St Al ZaE EARE Zlo] I AJxoleh(5-7). 271 ILC2
A ILCLo] AL 7] el oJAl= o] 55 F=sto] A = Z}Z} natural helper cells, nuocytes, multipotent
Zpsfof & Zolck(l), Aol Absf Ml£e} ILCT 27 e progenitor cell 522 =70}, °]50] FEHOE type
ol A} HARRIALQ] T-bet& FRE s}al, [FN—yE #H[gt} 2 /\}0157}013 HHEhE 54E whA Al o] B Al
= T&HE 7L ok, shAlRE, ILCL &b Asf) A7t gkl ITh8). mHAEe® ILC3+ IL-17,
H1]dl= granzyme©|Uy perforind} 22 A2 EAS U IL-22 59 type?) Aol E7}F01S BH|SH= A ZR, Alo)&
Bl 23S 2HISHA] Hoh= BHHo] o g ko] IFN- 7hele] o] seo] wet 24| 3749 5H9] AFe R ts
B BHjBITHs Ao He X3 ik, the o [L02s ek, DT 27 FAo] Fad L dsiel 11.-17
ILC & 7F WA A7) A2k M| Zo|Ha] =38t 714 I} [L-225 Bujsh= Y 22 §% A|Z(LTi cells)(9); 2)
sl A ALE T Qe Aot} W& [1L02eka Wy [L-22% £H]3k= ILC3(10); 3)IL—172 HH]ah= ILC3(11)
HAl= AT 0|2 FHE= ATt Aeoz A E Al 7b Aol ILC3e 2 Adf 71wl =, Wi, 5ol
A2 20019 02 752 Seiztth Helminth 749 $of o A EEEglen Al E7RRISERRRe Al HA, tiEd,
Fol IL-5, IL-9, IL-135 #H|8}= non—T, non—B Al A4 5o A freshet S8k AT st gl
TEo] Lo WAL, E3 [L-25 THAS A5
F3& @ non—T, non—B AZS0l|4 type 2 Ato]E7}SI 2.1LC10]| Q5 ZRE|= HHYHS T} R
wH7F S71E AL T A2 gE My} 54 (eosinophil) A 27HA| = IFN—y S 2u|alal T-betS HARIAIR 2
7t S7bEE Aol Heh skl A wEE ZolTh, Q7 3the Eoz olg ol Ak AlZF W oulo]
3). olggt IL-5¢} IL-13& #H|8k= non—T, non-B ¥ A ILCLo.R HEEo] 9h ahAul, 7jel A AE7F B
ZEE2 A SR M AR =Y, 1L-330]4 TSLP 3tEl7] 94 E= Eomesodermin(Eomes:T—betd A3He
oF 2 APlEZIRIE ARfstglad. CD34S Wdshe Al T—box HARIZHo] B aa ¥ T-het2 QR 5}2] ko
E0|| A9 type2 Ato|E7FQl0] S7HE = @Afol W Ao H T2 [L0S0] 28 Alo|E7}0lS Hulsls AT uwst
o}, SRRt 1 GA] AFAHEE o5 AlEZE hemopoietic Ao o, 2l A AEL granzymeo|l perforin I 2
progenitor® 7531 0 ILCe}F 22 7Hd 0= of3lja}A] o HE EAS el B2 Hujgiths 3o]E Ho|xl
£ X4, AF 22 ZEst ou]e) ILC7F o=l Qth(12, 13). webA, ILCL, ILC2, ILC37} ZH2k Thi, Th2,
AFE7] ARRE A 20109 o ]2 Aotk 3719 tf Th3ol Sals MEZZo R AYzHe|Rehd bl Absf AlE
2 ageld TAESLB ALY SHS /AT A AR, = g AEMCE AE S48 7 9 D8 AlE]
IL-33%} IL-250] Whg-ate] thge) IL-59F IL-13& HH] AR B MAA AER A7kl Ho| o Aakst Ao|o).
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2 982 ILCIS NK1, 12 xHo| #dsia glon =}
A sl Aot FUsHA IL-150] ofslf L2
sl Al Hitf 2 Z3HA] Eomes7} obd T-bet= B8R
2 Rths Aol Heldh, o]#gh ILCI thde] IFN—y2}
TNF—0E £H]3}° 2 A Toxoplasma gondii®} & 7|48
59 AR RE £FE HIshe TS HYeiri(13).
E3 A o) A A A (intestinal epithelium:ie)
A= jelLCloleh= ILCLH FARRE A7k EAskaL glct
(12). 1eILC1Z Ak AFaf A2L8] upARl CDI4E Wadstal
perforing BH|5l= EAS 7121 9lo] Klose S| H3l
ILCLe] Blsf &4 el Al=zol o 77ke: 54 Uehdet

T8 2 QA AR HolA B3 A ELS Folstge
o, o5 AlEe IL-1590 2EH0)A] Q= & A Adf Al
2= E o2 EAS 7R L) ielLCle F& A2
A% (Crohn's d1sease)—% okl Q1= FRjo|A] 1 11}7]- =
Aol 9o, 5 488 T
(colitis) S ©f% O@}*] &

74 1LC19 Lalalo]ur Ex0] 1@ %@@ 4_47} LHE%

3.1LC20f| Qst 7 |MiI= 2t XA

ILC2 M|*+= helminth Zgol digste] 35 B3}
A Ken OPE#}*;E}(S) ILC2E &4
§]'/\]5":_1 —’F— %1“ Alo|E71Q1 0 2= [L-258} [L-335 & &
9tk IL-25(IL—17E)% IL-17 familye] &8} Afo|E
7F1C 2 A Th2 A&t Biie A5y dds st
+ A0 UHA glem(2, 14), F& Th2 A&, HYE A2
(mast cell), TAHL(eosinophils), @3 (basophils), |
E thA M| Z(alveolar macrophage), 7%= AHAE 5o
A BHE] type 2 WY W& mi7fgCH15-17), ThEo
2 IL-33(IL—1F11)% IL—1 familyo] £3H= Afo]E7}olo
2 AT A, YolAH3E(endothelial cells), 9] 4d-obAl
3 (fibroblast), $=A/FA132(DC), #3E o A4 3E (alveolar

SAMZY S A2

Zo] thofst A|Eo|A] wEEH(18), Ae=

macrophage) s
(fibrosis), 4], #4 Y
=0} Qrk(19-22).

Th2 A3, ILC2A|3Eof|A]

Ab 2 oheket A o) HhE et v
53] IL-339] ~8A|¢
H L Qlo], o]& Alxo &
< 24dsk=t] IL-330] F43%t
= Auk(7, 23, 24). AAE N. brasiliensisﬂr 7o 714
| Aol =S o, Het guhe] dujAzso] &4
& W w1, Trefoil factor 2(TFF2)9t th2 L& x]7] ¢
& ATEY 98 IL-259} [L-333f 2-& A%A Afo] &7}
ol9] Bz} Z71EA Hrh25), 4% IL-25%} IL-33%
ILC2E A=+38tal, o)5 Eof &Adsts ILC27} type2 Abol
E7}01g HBulgo 24 N, brasiliensisE SF23E A7
o5 QU TL-259F TL-339] 29€ = 3= #8417 2
&8 FolA= ILC2 Al 7t A ZaE o] §lo] 44
H 7ol Ao R AAEHA Kok whd, 25t
ILC2E tHA| ol & H°ﬂ ‘301—7—912 o 7|5 agAow
o %

]

4 -Hr

A Fhatol thgt Hof 7]dE gdd Ao IE}(ZG)

HlE ILC200A Rt *POIE#OJOl 27 %
£ SR S, arkAQl
Th2 AlZ%= Hasteh27), THZS BAE7F &g F<
Rag2 /"ol 714%0] ZAEUE H$ 27]0l= ILC29]
ofgl| 7]4850l AA=AE, F7]ole AAA Y ILC2 SA47}
Hawal 7Fe] e or AAHA F=rh). ofgt
A= T A7} ILC2 A2 A7 s2AHE A1l type 2
AfoE7FQLS BHIEh: 715-E FEATIE dTS Bdetn
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4. 1LC29t 27|’ Rgt
ILC29] LAY FARRE A7)0l AA1E GWAS(Genome—
wide association studies) A5 E3|A= ILILR1 (IL—-
33R), RORA, IL2RB, IL13 3} 22 G817} M4 gl
oA F7rE]o] olgol ERlE o] M AT [LC22] didS 2
0104@(28) ILC2+ ThoA| R W o] Ao
AlZr el Eulakr] wie]l HA ol glojA]
Saeh(29, 30). ILC2% therst & <)
AT BEo] et WA JAEFAA HiolZAE F
ANHE 735, 99 et tjAA| 2ol A IL-332)
1 Azt ILC27}F &4t Hof IL-13
F=49 4= ok31). Eg Papain,
| protease &S 7HAAL Q)
L gYo) oA = [LC27F BABHE 0 2 A HAlo] Sy
7)% SHh(32, 33).0]83t FUSL 7w Alu] NEo| &4
S Zo2) 1L-25, 1L-33, TSLPY HH|E §&=3t1 1
A} [L-9& Bu]3k= ILC2(papain) -2 IL-13& ]38}
= ILC2(Alternaria aleternate)”} E/dal=]o] 4o
g Ao|th, ILC7} A&E0]9)= #(Rag2/ Ti2rg ol
S 9walde Ao HAlo] SrER] oFokA|ut 1102
Rag2 /™ Hng I~ ARF o] Yol e o] HAl9] &
50| thA] Yrehh= 7i°1 22X,
| chorat Mo] ILC2 X

m{o

Aleternaria alternate®} Zro

1

ox. ﬂJIﬂl Y

proteases X3+

He o
Eoldoz A3 A A
34). ik opet,
OVA(ovalbumm)% Bl HAE FE5kE "olx ILC2
HIZ7} OVA©] ole] BH43te]o] 1,-139) Eu|7} Hlol|A %
7HES HlE 4= ASTHE5).

tjEEo] Af 2 A Wl NZSo] 1gsEo] ILC Al
Ex Ao ARECE 22 58 AP B9 1 7)e
off tigt A7k WA A=A, shARE, ILC27F e &

fuA [¢]

& Ryt Aol M= EAEIAL JlEe Sl
S To
]

P

—l>
zo I
3
%

2

AL Aitso] A SAsEL QJth Allakhverdi 5
B DR AR dol MES BT, ol
CD34, TSLPR®} IL-33R< Wd 6‘]—‘11 TSLP%} IL—-33
of oJgk A=l o8 W | IL-59 IL-13& wHIThS
HojFQlek4), E3F Mjosberg %% Mg A1 Bl Re1EY

(rhinosinusitis) A} H]-&%F(nasal polyp) LZEE A
55 o] HlRnlEd S 2A oA 9] ILC27} 7t of
o, 3 IL—591- IL-133} 2 Apo]E7}el
FATHE6).
}Eﬁ] HREAE st FRo%E
AL e}, ofEd HEHE 7SS 54
o7 sk 9RY dFAEHE, Th2 A9 F7F, IL-4,
IL-137} -2 type 2 AP E7FIS] Z7F & XA vl &
ARSE BQlE Kol §lof ILC27F 4eEl=7]4d 2kl of&
¥ RG] e R S A F5T 5 U
tHE7). AAR, otEu] mRYo] fry Fof o 22
= ofEy i xpo] w2204 ILC27} 57t of
U= Gk, &4 a7 22 oA E8|== IL-33
i} TSLPo] ILC2E B3 A d5 B2 =S &
ASATH38). oA 7HA] g 2

N

]
FE3}E o7 A R]= oA
ILC2¢] 23 mi7fEs 45 w2 wy o) Sofut =3t
2] & Ao|th Camelo 5-& ILC27} EHAdF = o] IL-13

=

’

l

= BEAFCZA A dFusa AYd A4
(ulcerative colitis)o] Toist Aolel= A¥ ‘?:_E?_PH} 9l
tH39). ot AES T ok w, thget F5ur
S A¥e sk BAolA ILC2 7F FastA A8
7hsAdo] mi$- o R F&2Ql ILC22] Alo] 7ol A

wojof 3 Zo]cHaR1),

5. ILC30f| 2fet ZZ[etal FX|Qt HAHIS
ILC3E SAH O 2 RoRyTE Ydst= ILCY 3 &
oz %A% LTi(Lymphoid tissue inducer) Al
7F ILC3 & 7P WA Bre A A A= drh40, 41).LTi
£ #We] LTalp29} CCR6E Wrastal 9lom, 7| A=
(stromal cell)o A B %= LT 8415 53t XS s &
3 fZFolu Peyer's patch® #31E 4= ¢l AlEo|th
(42, 43). O]¥% LTi AEZe= 54 W9 7|Ho =2 E3}57)
T SHANE ol tigdete] 5 Hishs e Hirt
t} o9& £9], Citrobacter rodentium ©] =32,
Ltie= LTalp2 A3 E Foto] 49 JuA2E 243447
1, FAskE ANz 2R E CXCL1, CXCL29 22 Al
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IL-5, IL-9, IL-13

| Inflammation |¢ »| Wound healing

T2l 1. Allergen, virus, parasite 2| ZIH2 NI|NEZZLE] ILC2E ASIAIZ
MZSO0| 2 £2|2 0lzsl0d BB HEE UST =5 °._|'|: :

71%1S 2Hlsto] 5
A2 B7|= it

Euk ofyg}l LTalp2 A2= A9t WY vh3o Fa3
= "H9ohe IL-229] #HIE S7HI7I= 7;1 2
o}, LTi A9} CCR6—NKp46+ ILC3 X
H[gro 24 vt Houke-& 245kt '6‘—9‘—?:;1' 93@

Fot=tl(45-47), 1ILC3ol 28 EH|H [L-22+=
[ M| 25 AF=5t0] RegllIpo]ut Regllly9b 2= 3
Z(antimicrobial protein)2 EH|IEE Gx3+
H nAEES AAT 5 ATH49), W IL-22
73% Citrobacter rodentium Zr3ouH48)
DSS(dextran sodium sulfite)o] 9Jsf G=% thA<(50)
o] B ot3tE|Gl7] wiitoll, ILC3= gt 713}01]*1 IL—22
9} T2 Aol E7RRIE RHRIORA %5:0f nAEL +
e AAsH T8t 98 ‘%}3}3’—
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AOIEZRISO| 2HIE ZZIA7|1, 015
of, ILC2= Amphiregulin(Areg)S 2H|&H0 2 M &M= MT|NZIt 3|2 5|=

Eall 251 ILC27} type 2 AO|E

6.1LC32+EH %é, s;i}
gojslel 578 08
eI S, AR 298 o1

$A IL—-22+ Helicobacter hepaticus
og,ﬂ_ 129SvEv. Rag ™'~ FolA tiAete F7H171e
3tth(51). 9k ofu 2l AAeH(Colorectal
carcmoma) %]'7\}9—] ZAME [L-225 EH|5}= CD3—
Alz7} da e o] IL-225 #H|sh= ILC37t o) s ¢
ollAe = Aozl dads 7H o Sl

F3t, [LC3E A (Psoriasis) of8tA| 7] Higko g zF
Bob71%= jheh, Al gbke] ) ol dolofl A ILC37} 57t
o] 9lom(52, 53), HIZ TNFE jA|sl= A2l 2|
o AA1e) SAfel S 2Ake] Falo A= NCR+ILC3
7F AaEe A AT 4 ASIThG3). At fARRE
N RASHS FE Fo A= IL—173’Jr IL-22% —E‘—H]é}h
NCR+ILC37} 5—7}E]01 i o1& 93\_1_
IL-173} [L-225

R
490l B29E KT 5 IeH64).
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Epithelial barrier

m.dm_,

‘ ® | Inflammation

22, Al Ma MiZE0| ZXiE HL ILC3E T2 IL-228

Hofl, ZESC| EeloR Qle M=siA| 2stE ILC3= IL-172H 22 A|E7IRIE 2

olo} BolA] ulghe] oJ3) SR WA= ILC3TH
AL dorle Ao AETeHI), TAPAS Fa
HGRE g o) A9 B4 ARt WA Fa A

71=TRlgo] F7HEA Eled], of2leh @A Ao
ofsf st M1F 9] thA] A7t IL_IBE HHstaL, o
of ojsf ZAJskE ILC37}F IL-17& Eu|gezA veht]
ol E3F [L-225 FH]sh= ILC3E A Al 93
& Fo2A Ho] B fiFe o8 A8 4 Qi)

HI9EE Type 13t Type 2 Ato]E7F19] Hlgof 2f5)
E}ﬂ AzEoz Bk oA ILCL, 1LC2, ILC3
s WL Bgte] ofsf fEEE= oy AWE
RERE HE AL 2Q73)F Zlo|t)

U}X] uko 2 JLC3x= T AskE(multiple sclerosis)
T A E o] glgo] < HarH vl Qlrk(56). &, thEA
73ks gl A ILC39) wA7h S7HE Sl en CD25E
Alsk= FAIQ] daclizumabs A &A= Ast3lS 45 @
A2 o] A=E 7ha

_l

Nof| 2] 1LC3 A7} Al e
" AL 55 A%l olgst A2 ILC37t ohd A3t
& fedhet Sa% 9 @Y 4 93-S AR

Tt daclizumabe A 23t9S 4% [LC3 #qt ofuje}t &4

ZHRCZ A HIMZ0]M Reglli2f 22 H04
ZHEe =AM 25| HE5E 7L

=S ZH[I=F Fof0] SHdS FXlet AUCt

5E QY= Bk

ShEl T A= RS v 4 olu, thid AsiEe B
£ 2H9) BABS $23 7104 [LC37} BAESH By
A ghee ol ¢l Aut gl7) thel(57), chid 7
si5ol49] 1L039] ool el Al 37442l A7 s ol
spola) Holok & Aol

ge

o] FE AT IS ILC AlEZ trefgt 7]
oo ofsfshat B e Folth ILCe] A7 27oll=

ILO7H A4 W} AlE2A] geint pig 24 Ao o
3ol SElo] AL ZHo] Yglott, A4S A4S
= A}

=
Fo ILOE ASHNS, WY 9%, hAET 5 4249
ol e}

| AR WA TRt SRolq 1 A8 el e
2 o4 gk W2 Arjael 1109} St Hex] Bew
ILOE A4 ZFol A W S fAsk] &8 27
& Eske 5 8% 928 gdsia ok AR ILC
o] F=ak BAsh= AR, A4, ArhAgAg, GF5Ns
59 wgHQl Ao gslo] Hy|E dek weby, gz
£ Ayo] WHo|A ILC HEQ 71%S A3kl ILC] 7]
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