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EZNEMERTEAB RGN O T R Ia R E TR AR . KT Beik
IR #1894% 4% K B T Ahr 21 ILC3 69X F Aedh b T 2B TEA . Stt—F Amie
AR A 500 A B K I Ahr T8 1237 4] ILC3 A= R EFH AR ILC3 89 47, M
2+ AEAS TLC3 st 7 Th 48 (Immunity.2012) ; X I Ahr 358 Rk K ILC3, #%
ILC3 #9/s RILF C. Rodentium ¥ s 449 i B 4 (Immunity.2012) ; B2 ILC3 49
DRME R A RA ARRIE, BA R EAER 6 SFB 3% A M f i E M B B R
T 20 Th17 KER KL, RAEFF R G A & %R (Immunity.2013) 5 K I
STAT3 12 5 i@ % A AIEILCI R IL-22 P EA TR, Lo Fbl 22 R@Eid
STAT3 A 4E44T 1L-22 A B /L & ATt KR 45 % (Immunity.2014) ; £ 8 & %
TG FRR T E, vA S KA IE RN RARA EAE A F K, KINT FEHESY
Berbamine = vA i@ 1T 47 %] STAT4 12 5 1@ 34 M7 4] IFN-y 49k, MMM A & %
Tk SE (J Immunol.2008) : ZINT F L oM F & & a9 4T A4 SMI33 T 1Al
W47 4] NF-kB KJEAZ 5 83469 7% At ) & %8 M sk m ad /) SRR 2 MAER (J
Immunol2007). % %4 XA B IR AR B 22 & Immunity & &30 E, W L F K
Faculty 1000 & 2 4% . % K m#t A BRI F| PLoS One F 45, £ B R K %%
o :E, , 4o Immunity. Nature Immunology. J Immunol £ & & SCI F R 9 &,
HP 4 BAHE 4, #2318 300 3K,
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o OE . RARMREYNA (innate lymphoid cell, ILC) & [EH S 4R, fERRERITIR . 2R R i
HAE . ILC B RIAATE T ANAME M. AR sE i 2 B R B A S0, -5 2 M giin (a4 T
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Abstract: Innate lymphoid cells (ILC), subsets of the innate immune cells, play important roles in initiation,

development and resolution of inflammation. ILCs are found to exist in human peripheral blood, as well as organs

and mucosal tissues of humans and mice. ILCs also have intensive crosstalk with immune (T cell, B cell and antigen

presenting cells) and non-immune cells and play fundamental roles in infectious diseases, tumor and autoimmune

diseases. Here, we summarize recent findings on the development, function of ILCs and the impact of ILC on

diseases. We also discuss the prospect, techniques and clinical significance of cell therapies based on ILCs at present

and in the future.
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KRR 41 A (innate lymphoid cell, ILC) $ =
T. BAUPLRE 2, J8 T R IR s% R 4010 40
BN KRR AN b & B 2 A7 AE T S A A
PR LR, N RE R B R, 5] AR AR
MV, BONIEIARE R B B AR MR 7
R S AR 2E R R R, MG T AR AR R T I
PRIIRIRIT, FESRPEERIEE R MR & B & fu % i
S5 7 A BRI B B AR ST &5 30 4 Rk 1 4%
ILC & & M RE I 4 ML) B FEAE S5 o (1) 52 i,
PRI ILC 1R 0BG T 3 F BT 5t o

1 RARKREME AT EF

ILC & — ik = T, B 4ifudiiszia, %R
PERM AR P 5 T AL, ILC Wi sy
N A A5 T R AR R B2 41 B (cytotoxic innate lymphoid
cells) A% Bh 4 K 2R ¥k B2 41 0 ( helper-like innate
lymphoid cells)™s %455 K SR ik B 41 g 3= EE 48 NK
M o A A K SR bk U 2 P R A L SRk 1 2 s PR 1
SRR FANE R 400 3 B, B 1 AR AR TR 40 i
(group 1 innate lymphoid cells, ILC1). 2 I RARMRE
21} (group 2 innate lymphoid cells, ILC2) % 3 K
SRR ELZR A (group 3 innate lymphoid cells, TLC3)™,
ILC 5 CD4" #iEhVE T MRAFER B KR, ENE
IR R AT S A AR AL : TLCL 5 Thi 4§
Fik Tbet, /3 TFN=y ; ILC2 5 Th2 435 GATA3,
4% 96 TL-5 F1 IL-13 ; ILC3 Ml Th17 4 3 i& RORyt,
SR AII IR F IL-17 A1 IL-22%,

3 it ILC A B AFAE S oM Itk — 2B 7 AN
YA, PRI 4R o, ILCL 5 ILC2 /)
SERMERBAL e 1 ILC3 (BT B I ST, BT
MR LR H 4> P3R5 N 3 BE, 47N Lti (lymphoid
tissue inducer cells, Lin RORyt ' NKp46 CD4"),
NCR'ILC3 (Lin RORyt'NKp46") & NCRILC3 (Lin-
RORyt'NKp46), e Bf 78 &K B, Lt o] LU —
Gk e A R 7. NCRILC3 %3k NK 41 1 52 4

NKp46., T T-bet, FF20 W& B IFN-®,
NCRILC3 5 Lti Ki&& b 13214k CCR6, LAyl
IL-22 g™,

ILC KEGFAETERETSHBEALY. N5
NERILC M A FEAN e 4 — 8. fE/NRF, ILC3
FEAFAE T W FEE A )= (lamina propria). ILC2 I
BRI SNET 2 AT TG R, JBIR KRS %
R g3 UOBY AR AR, ILC3 2046 T I B A 2
fifi B G G 2 T K AR Sl g U, g ILC2
T N /b, BT i) L& 4h) L U,
BRAE N il J B Sk S 1 41 U1, ILCL #7148 N i o,
FHAE JOREVE o v 3% A R U e A R B
A JE L A A7 AE R AR Ik 0 i RO REL 4 L, A4 AR T
Lok 3 sk TLCH 2,

g LR, ILC T ZAAE T2 MALsE, Xt
MR PERAAS e ARG S BATEAE R, ATREER R
JS; 55 [ 4R ML VR 9T

2 RAMKEABRALE

BTN R AR ) SEER R AR B, R AR R A
KB EIET CLP (common lymphoid progenitor),
J& &8 N oLP 5%, EILP (early innate lymphoid progenitor)"’
oLP 5 EILP # 7] & & A B Hl B % ILC. L IX
%) & : aLP 4 Lin'a,p, CDI127", fj EILP & % ik,
s NN R B I R R i R CD127M, oLP 7
R 5 R NFIL3 4 H F B 32 3k Tox f
1d22", J5 38 /2 B NK 20 40 ILC K B 1 0% B 5% %
T PR NK 4 R B AR T 1d2Y,
LinCD127" B, 1d2" FI4H il v] & & A AT A B2 Bl
PEILC, IX Bf 48 Mg #% #k 4 CHILP (common helper
ILC progenitor)*”. — ¥ 43 CHILP % ik # 3 [ T
PLZF, PLZF" [fj CHILP ] & & Akk Lti 41 FH Ak
PR B ILC, PLZF' [ CHILP ##% A ILCP (helper
ILC progenitor) o 7 FI 541 i i 157 4 A R B
H ) Lin B, CD127™ 4l i v, 54 oLP. EILP,
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ILCP }2 v fg 434k 9 ILC1, TLC2 Az ILC3 f)+H 41 ity
S i 3 PO,

ENILC KB MR FEH, RIESSR R A 5/
RALA R B B T 85 5@k . T
FEW, TEAME X RmkiAH, 477 Lin CD7 CD127"
c-kit” FRIZH M, 1ZAESH SR IA RORyt, FEI7E 44t
1 6 BT - PR R 24 R G R Rl B PR ILC, BA
NN ILC 148 g 1%, A ILCP £ IL-2. IL-7.
IL-13 BRI A3 36 24y 19« A i TL-23
A% S04 N ILC3 5 N IL-25 5 1L-33 A 434k
ILC2 ; oA IL-18. IL-12 AJ4pk N ILC1RY,

WEIE ILC T4HM kI8 K & 7 IS 5k,
H4 2 ILC SRR 1 I 1 e S oAt ILC DhRg ko Pk
PEIR BRI A v T B R AR B AN R S HE

3 ILCE&R

3.1 ILC5REEMER

GG EIhRE 2 ILC MEE IRtz —. ILC ()
Y PR T ik 1% B ILC 54 B T 40 fe o g 2k
8L B, 5 Th AR 2, TLC AN 7 B IR S,
HAEFaZS JE 2R 4 T B B AT 43 Wb 40 IR 7~ 11 fig
77. ILC B 40 j K ~F 2k 1) 3% 5 Rl 78 3% =5 T Th
YA, N5 Th 40iAH L, TLC 3RIA DI AE M40 i
7 BE S 252, R AR B I R 3 R
TSI BER P

NK 4 1 5 ILC1 7£ 5 R R I8 ok & Th e b )
KBJFRAAE . NK 40 f B\ A 72 ek 48 1 R SRk 2
YHHE, WAL IFN-y. Bikig. Z L& LiEit
ADCC i & % #.40 f 47 4545 B'. NK 5 ILC1 #§
FiEHEF AT T-bet P 5 ILC1 ANFAYRZE, NK 44
Ff 2 KRR R B S R Bomes®™ . MR 1K ik
% |, ILC1 a] ik IFN-y 5 TNF-o, fij NK 4L
FIETFN-y HE P T NK 485 ILCL 78 £ [
Fric I RE L ARALYE, B AT DO S T BoRE
S 2 o L v — 40 i T T FE NK B ILCL SRR 1
hig. WHEEHN T, NK 5 ILC1 75 J5 B el f2
PAT RIZEBIETIRE, WiERRNIHL 5 TE H (Toxoplasma
gondii) J AR MEAR B (Clostridium difficile) 5| i () J&
% [31]o

ILC2 5 Th2 2L, FERIAIL-S K IL-13. 5
B X R R VR AN A A 2 i A AR K
AN, X 27 A USRI S B e A B

ILC3 55 Th17 Aifl, EERIE IL-17 K IL-22"
FER R FR SRR, ILC3 o A] 43 IFN-y A1 TNF-o,,

HAESRMA Y RS, ILC3 i KE
1) IL-22, HZARFIAAE LA, JLHERKIE L
BT 4nie b B, TL-22 3 ik )3 b R 41 o S
K (antimicrobial peptides), 1 Reglll-B. ReglIl-y.
B-defensin %5, XF4HEE A A B IE AR B b4k,
JiE o ILC3 4334 IL-22 55 IFN-L G U FEER, AT
T IE bR AR TR, NI R A BT B
JerfEm B
3.2 ILCS5KiMER

ILC2 5 NK 41 it fig Wi ARl A EZ . 15
0 Jlig 7 241 21 (beige fat) 4 IA 4 2 Eb B € T 7 2 28
(white adipose tissue) 5 ] T A QI g 5 1 i 17 %
Ao Rk B R 223 R 4 0I5 7 2R % A2 2 18T
JEFH¥ (obesity) F HE 25N . AT FE KW ILC2 wlalid
Iy s IL-4, IL-13 SR PR (e 2t gl T 40 A &
Je {4 € JIR M 1 46 €20 g 07 0 2 Ak B0 TLC2 W] REAE K
PUIEIE A A N ME . teah, B 50 R 30 A IS D5
2H 43 (visceral adipose tissue) H [ NK 41 ffi 43 ¥4 1)
TEN-y B {2 1 I8 17 J5 7 [ e 200 i RO S50 98 1, 3% T g
SR I S W ARPT M BUR LS. Rtk fENR T
H Y e gk ILC2 A T 1) Ho 2 N2 4 i) NKC 4 Jifd
8 ILC1 A~ SRR B o] Bt BEREAT 167 18 B2,
3.3 ILCS5phE
3.3.1  NK4H A e 0 54575

TE NG LI ILC 40 M RF, NK 4 A 5 b4
TGy BRI IR A sh Wit 5e & M,
NK 28 g ik = 5944 5 b e, ik B NK 28 i ) i
AT Yo % R LA O, NI 20 it 2 3k 22 b 10 )
NBOE sz R, 43 ) B ITIM (immune-receptor
tyrosine based inhibitory motif) A2 ITAM (immuno-receptor
tyrosine-based activation motif) FfI N EL, Kk, NK
YA AR AT B SRS PR PR AL T AN T P flg e B, &
Sl NK 20 B0 1 52 48 4 45 KIR2DS. NKG2C, 1)
il P52 AR E 45 KIR2DL, NKG2A . 3 S8 4101 1] =l s
P AZ A R B AR L MHC 431 ™, NK 20 it 1) 0 4]
P 52 A4 5 g e TH MHC 43145 & Ja nl #2250
iag, Uk, Mg MHC 5 NK 40 i fi i) 14 52
PR UL /2 38 58 NK 4 R s v i A s B e

FIH NK 48 f 47 g va J7 46 1 20 42 80 4F
£, Rosenberg 2 ™ F| V4 1L-2 1175 AL 9
4 NK 4, # N LAK (lymphokine-activated killer
cells). Jo ZEfF 5T K I, @IS IL-2 7 B9
NK 40 AT AR AR R TT R 2 A E, FEAQ
5 IL-2 [R5 38 1 HAT %% 01 D) B8 1) Treg, RJ
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NK 40 i [ 5 Fak (P32 4. J5 SR 0AIE B d
i CAR (chimeric antigen receptors) 3 [X] 77 [ - B 1]
fif NK i g =8 g $il, W CD19. CD20 AT B
YR IR PRI T ¥, ARANRAR Y Bh ) S i IE BA
BT T 3. NK 40 I R AR R e,
DAFEDR TRE R AR, 8145 NK 20 i 78 ioss 20 i va 97 7
T R 4 1A 8 F AT 5
3.3.2  ILC2AEA R MR o I /E

ILC2 5 M 14 & At e A7 A2 FH OGP ILC2
AT 1) 2 B G2 N 25 T S A A 5 TR M L 4t i 0 o
JIRI RS o AE R FH TL-2 R0 728 T 184 i S 2 I 25 3k
AT IlRE ¥R 97 1A [ B R B R T R 4 i3 =2, $RR
W g P 7 20 B T e X i i R B AR o i S —
TRA 95 & 3L, TLC2 43 W ) Amphiregulin 7] DL{E i3
NHAF AN AT AE, e AR I R A R R
3.3.3  ILC3X IR (15 m

H AT 7T s ILC3 v REAE R b B Som .
ILC3 73 WA Shae ME 4 (R 7~ IL-22, A2 AR RIATE
1775 (= O s w1V TN 1 0707 O e = vl w4
ST T AE A1 1, T R A TL-22 T4 S 3R
) SE 56 AR B ILC3 434 1 TL-22 W] A} 13 g e 1)
éE [47]o

Ik Ah, ILC3 AT A 5 LR (1 bk B2 45 7 % M
5 B NFURRE AE A R R B ILC3 B i I R ik
ILC3 MKWtk H 7 5 bR 722 4k 9. L iR
ML ILC3 NRIEFE S 5 MR 17 28 Stk R 4 7 7% &
AR M, R ZUR#I#IA CXCLI3 K CCL21
SRAFAEE ILC3, H{iE it ILC3 5 [R) 78 i 40 A2 (mesenchymal
stem cell, MSC) fHEAEH ; [FAF CXCL13 5 CCL21
P [F) ILC3 7T 43 55 i 98 40 B 206k EL 25 Ao, S B i
IR 2 AR 2 e g 1Y

R TLC3 1) % 3% B A4 FH A m] BR A JiRe e 2]
L k(9 I | AN N T R R R AN A 5 = R S
i g6 B 2 B IR = 2% bk 2 &5 #) (tertiary lymphoid
structure, TLS), IX %645 h & 45 % £ NCR'ILC3,
A BELE PR TP AT e B Th g N

gk BRTIR, ILC 7E g v mT Be R J=) 350 Al A 55
TS5 DR 200 oRg A (R gk BRI VE . RARYE A2
TR S iRg IR, e R 30 5 B ) ILC 1 79200
JIR G 8 EAT R T o AR A S 5 20 B A T VR T
7 R0, T R R ILC FH 5% 1A HE sl 4 i) b e 1
f5j
3.4 ILCHEXMREHEMEER

5T, B4AjaAHE, ILC 5 T. B4 K E

T EILFE MR T2y B (r )™ BTy RS
s IR B SR ER T B 40k 4k, (A
I AEAE ILC B3> . 1E v, BJAKS RAS T30 HE
WA S B (severe combined immunodeficiency, SCID)
B AN E ML e R AL, TLC B B, ixik
£ 34T 3 T 41 B A2 A ( hematopoietic stem cell
transplantation, HSCT ) Y697 J&, #ME I T. B 41
HIBRBEAS B, 1B ILC 58RI T B R
o R 78 s, R OK - 1 ILC A 2 F 2L
SCID &y B R A J L B XK ILC 1)
Hif 2R AN 22 R T B ) B S R PR AR, (AT BE R
B RN P HIIE: . R A B 5 95 o A DG A F e
— B ILC BB AV A fa R

HIV B 2 1 2R 3 R AR ILC3 2l B
B BT 78 2 W, HIV & 44 ] [8] pDC (plasmacytoid
DO)WEW I TR Wb 2, )5 & 7 Jl i
ILC3 RAVET: BV A E I TLC3 3 AL 7 R
HIV 835 rh 308 ILC3 £736 I BE R R IA BR IR, 548
MU TR AH G FAS &5y 73R 1A L, XEEdiR
ILC3 £ HIV A B T2 B2 f bt i
o 2 N T ) ILC FEAR AT BeAdi 1 3 56 &) T Ik,
T RS . FRE EE VR T AT BT 1k ILC3 1 gk
B kR TLC, EE ILC [ g, wl
53 R S R AR A IR T B, AT A T
PR HUAA R S DI RE .
3.5 ILCHYEIRME

T ) A 95 2 2 A % 7 AR ) B L A, o
P 1) 9 9% R G0 0TS T Re 230G R E B A 20 40 A
1M 5l A RAE PR . 4 ILC3 A] 8 h0 25 28 5 14 W7 s
(inflammatory bowel disease, IBD) [¥] & 4 % f& !9,
ILC2 {3k FE 8 T g A LA 5 et U s B
3.5.1  ILC2 5 s

Il PRI 7T UL Wy 283 410 J fiL vh TLC2 H i 4
I B9y phAh, ILC2 AT BE SRR INE A L. A
AR 2 23 R Bl v e W h 84 ILC2 A48 B,
B Wiy 55 R REXT IL-33 5 310 2 BUAH i IR 1 S R /&
FEBUR, TLC2 AT e 0 2 7 R A 5 B BiUx
R BT RS BERUKEFER - A ERE
H5ILC2 G B V1M . Had ok A w, &g
IL-33 ik T B, BLE AR ILC2 52 TL-33. IL-25
Flrm Rk 2 RARER T P, IERA ILC2 AR S 5
PR B R . ¥R IER 4 (atopic dermatitis, AD)
o ILC2 M S LR 1Irll. Areg. 1117rb. Tslpr %
Rora FikE BT, HRARJRALR) ILC2 Hifi
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N BT, $89R ILC2 76 AD Hg $0 .
3.5.2 ILC35IBD

ILC3 73U 1) TL-17 R REAEMA 5 K il 98 0 1%
B 8 Nk, 0N A7 /E NKp44'ILC K
NKp46' ILC'*™, §ii 3 LArih IL-22 S, 1 5 # LA
23 Wk TFN-y A 3= 1, #F 70 B K% (Crohn’s disease,
CD) 7, NKp44™ {1 ILC3 .35 (£, 1 NKp46'ILC3
BETE, NS CD IR EESE . s,
ILC3 il B n ¥ 1% . CD B+ NKp44'1LC3
3 AT R BT R AR A s AL, AR
IFN-y [fJ ILC1, %425 A R S8 CD i n=E ',
3.6 ILC27ZEGVHDHHIEFTER

Z WRE 7o, TLC2 7 [ M i i 140 fa #% fE
(allogeneic hematopoietic stem cell transplantation,
allo-HSCT) 45 {# ¥ {F Fi. HSCT J5 & 3% 4b A 1
ILC fm RIBHMIE AR K 7 1 SR 1724k, H
SRJE LA TLC 1 EL A 5 6 R A i 45 4 B S tE R A )
Pi1E £ (graft-versus-host disease, GVHD) Jx v
FpoE . 5 ILC3 ANF, ILC2 fER Y M FE R #%
s PRS2 TR IR T BUR, TBUT R i ILC2 B
B HAEWE . SR/ RN 15
¥y ILC2 n 2 2 fizp i P 1Y) ILC2 40 Fa 7 A 28030 il
GVHD™, HL#F 7L, ILC2 AT 2 By X
SR A X GVHD A5 in #EAE ) Thl J Thl7
%, M AESF GVHD Ji7g i 451 1 22 il 1 1 52 allo-
HSCT #9972 . Bk, TLC2 40034 97 7T g £ il
Bi allo-HSCT () GVHD [ 3 5 HSCT J7 2 1 A IIf
PR HAME -

4 ILCET. BPERIAZEXHE

JHRE Wil Rk K piE S5 ds B S RIRH G 2
P B MR, A R A2 T S0 5 410 i L2 28
FPERIHRE, ILC 52 R E4E (T, B#E
M S LR SIS AR ) AEAE A B B ILC 5 T
B A HAE R, A BRI A ILC & B
PG RE R VG YT 7 %€ (1N T A% Pk A i
AR ) SRR .
4.1 ILC5BHMRIZ B XT1E

W5, ILC3 XFAEMIARKHS (T cell independent,
TI) FIPLAA = A 28 e B B 15 agF 7 % BN JL i e
()32 % [X (marginal zone) 77 7€ ILC3", ILC3 £ ik
Fk 285 2 (lymphotoxin, LT) 5 TNF-a /£ T4 %
[X 1130 2% MR 21 (marginal reticular cells), &A@
iT Notch Fit & DLL1. BAFF LA} CD40L 5 B 41 ity

RIMAERLSZ ARG Gy AT 33 il B AR e bk A
R C S SR B, A PLATEBR ILC &
FHIE5 B 40 AR R B B AR A K

/NS 1B TP A AE % B ILC3. DC LA K B 41 i
o R AR B R MR 5 g, RO AT b T B9 (isolated
lymphoid follicles, ILFs), 1% %8 [X 335 /2 Ji7 1 3F ) R 4k
ST R 2 R O . ILC3 34 Wb LT 40 225 )5 40
JeL, T A 3 O 24 S i 3 B A PR TLR S 55
DC 5 B 41 Jfg J& i ILF®', ILF 7= 4 [ IgA J2 3 i
JE T UM i i 4% e B2k ILC3 /0N B AR i AR 4
i TgA i R BRI, B IE N 1gA IKF 5 i i
RS PR IR OC, Rk, ILC3 K6k AT fE
S AR U (dysbiosis), A7 & 1 28 0 B
y'% [67]o

BT ILC3 % B 4 g B2 i 3 5 AE AT, 1T Rl
Ik TLC AH G 1 20 i S 2 V6 7 SR 3 i I TgA ik,
H8 5 25 G 325 97 A ) B
42 ILCETHMMMEEERER

MR B FIGEE K, ILC 5k 40 i 5 S AE L.
{HILC n] DAFRIA 2 Fhfri i 2 40 Y (antigen presenting
cell, APC) Rk 4Ll sy v, AILCE T
I A LA PR T AT g 157, fn ILC2 A ILC3
HRT LA R MHCTL, EXF T 40 B S 25 4 FH A0 AH 2
ILC2 5 Th2 A B AR A HPEF, ILC2 RIAH)
MHCII. CD80 J CD86 5 Th2 A B {F F ] ¥ i
Th2 Ri% . 1 Th2 23 AR TL-2 W] 1 F T ILC2 i
Hoy g, T R E A P A R TLC3 i
A () MHCIL X T 20 i 32 725 D) A5 40 il 4 F 1057
7€ TLC3 5 5k fik B MHCII 431 A] {2 3¢ [ B Je i 1k
T UM, MR A5 8 & Gt .

BRI AR I, HE Y ILCP A] 3Rk L 3
4% F PD-170, KWLk PD-1 A g /2 115 i ogd 47
FER S U WE R, R ILC2 AR R
& PD-1%9, PD-1 4 4 § ILC2 55 T 41 jfg 5 I 4ih
T A ML A AR A ANIE 2. B ILC2 4b, AR¥E
B Ik Bt B R, PD-1 78 ILC3 5 — & £ ik,
PD-1 nJfigxt ILC2. ILC3 Zhae A S HIEIEH . ff
F¥0 PD-1 fikGy7 bR i, v g R 2> BRI PD-1
S ILC fahae .

W8 20N PE T 4 Ab, TILC 59 T M T 40 i
(regulatory T cell, Treg) Z [ AF/EAC B X 1. Treg
TR R H B G2 0 1 Al i y6 7 R EUAS T — 9T
T R R, Treg 5 ILC3. ILC2 WSAEAERR H.
Xtifi. ILC3 Al i@t 43 3% GM-CSF 8% APC, J5#&
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A 43 Wk TGF-B 45 48 J DA~ AT 72 32 20552 14 T 48
i) Treg %54k 7, TLC3 AT fit 38 ik 3 FhopL il #00 f1) ick- 56
0 & RN . BRI, ILC2 nl i@ it 3R i 4
L) ICOSL 5 Treg # 1f 1ICOS K AEAH HAEH, 12
ik Treg 19 47 3% "™, BH W ILC2 3 TH [¥) ICOSL f#
Treg fEih k> B A RE4E Ry ™. ik, ILC2 X4
Treg A L RFE . FIH ILC X} Treg 4E+F. LhfE
SRR ST ILC AH SR ARG YT T %8, Wl RE
FH 5555 B G g2 PRSI0 (IR R YA T

5 ILCHYRJZB%

AR SR FE R B, ILC 5 Th 4 fakfl, A
H MR P, AT RN, ILCL Rt
Fasg. ILC3 [ =W AEd, Lti 5 NCRILC3 A fig
4> [ifiFRik NKp46 #7455 NCR'ILC3. 1fij NCR'ILC3
T 55 L A0 i K1~ A7 CE I ( Qi TL-12, TL-18 4§ ) 7] fig
] ILC1 3748 U, I RAFF 58 3 W1, IBD R i A%
fE4E ILC3 [n) ILC1 (%648, W] gefE 1 IBD (1) & 4
e U, HET G Z ILC3 ] ILC2 AR [rRIE .

ILC2 A& & [ P Fh 25 A nILC2 (natural ILC2).
iILC2 (inflammatory ILC2) 1] & 7E - 46 2 4~ 7] LA
KM H AL TN, ILC2 RA R T IL-25 5
1L-33 (3244, JF7E TL-25. IL-33 VE A Rk S g 18 .
IL-25 5 IL-33 4~ 14 43 2| 9 B RE P A [\ (1) ILC2,
4% B FR N ILC2 (KLRG1™"ST2TL-17RB") J% nILC2
(KLRGI™L-17RB'ST2)"™, nILC2 3= 243k 2 U4
it Rl 7 TL-5 % TL-13; iILC2 [& 4 wh 2 %4 48 i K] 1
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