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FHE  ILC 40 B[ A5 4k A 40 i (innate lymphoid cells), A1 RGBT R I —FES 5 b R ik SatiL, R4 KRB R
SRR BRSNS A A 40 R T 1 AR (R T LUK 23 SRS RIS . TLC 4 IR SR VR T B b (0 3k R0 obk ER AL 4 L (CLP), JFAT & i
MREFEAH AN (aLP) S HAMR AL BT A4 B (EILP) 3[R 4H Btk L AL B4R 41 B (CHILP). ILC B4 4u M (ILCP)5E K & 74k 9
M ILC AR, ILC AARAthsiEid 5 A BEMAEF ML, Fam. LM, S aEamm. SR, e
BEAMEER, hARERNGE ST 22 50REREE. RERREE. BEERLALEE . BERE. R EED
TRGAY IR, ILC AT BEAE i a T ¥ SRR T F B, RSB T TR YT . A SCIIEE ILC 02, K

B RBERTT AENVIFIIRE . BT TSRS ST 7 e B A5 7 T AT Tk e AT 4R

KA ILC A, KA, RN, EVETIEE,
FRAES Q2, R3N

ILC 41 i BV [& 4 9k & 4% 21 Jfd (innate lymphoid
cell), I FRHr KL GE LK —HKS 5 F fE
Bk S ge i, Hoh BRI E B AR R 4 e
(natural killer cell, NK) ik B 41 21 i T 40 i
(lymphoid-tissue-inducer cell, LTi)t#44 N\ iX—#
RO E R 2. NK 40 R BLT 1975 4, JLA
AU TIRE, FEMRE R A, AT B K
G5 2 J7 A & EEAE Y. LTi 0K 30T
1992 4, HxTMEREMKEIET REY. 1£
2008 £FA1 2009 A 12 MRE A e 5 KL T — K
FKAFET T B kA RN Sz bk 40 i, P
PR A MR EFE4EMIALC)S, HIbIFE T ILC 408
WEFL I A8 ek, FFE 8% ILC AR 7328, K
Bt RBEHTER . AV IIREE A 1 HE
AT, AR SO X LA J7 T R 2738 ILC
(R T

1 ILC fHpaay o2
ILC 41 78 B e b R IEE B =EERE

BT
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M, HEAMEHRES, HAMKE T RAG
(recombination activating gene) Ft) $T Jii 52 4 8 HE it
1, WARIKHAM AL RArE, RIAA
% 2 24k o(CD25) M A& 7 %4k a(CDI127)0.
ILC 40 g AE 35 B e R 1L #3652 10 40 i B 5 )
B rwmapE . 504 EdETES T
B AR Z AL AL, Rk, BT ILC B4y
REESH T WM RKITEKR DN ILCL. 2,
3 Al ILCreg 40 A8, F o ILC1 A NK 41 g 25 12
TARAGNE T 40, T Al ST B ILC 2R T4 B
PET 400, MRAE ST W R IE L R, 4
A SANF I G2 SN, 25 5 AN [ () A A 2 i
FE(E 1).
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Fig. 1 Subsets and functions of innate lymphoid cells (ILCs)
B 1 ILC Hfae s KIEYFIIRE
HR4E ILC 4 A 43 WA PR AE VRS A B 1 IO AS R P DL 0 4 28, AR ILC A S 58 6 1 AR B AN B A2

1.1 NK % ILC1 #ik@

NK 20258 —35 ILC W R4 fa, 76 Nfrp
NK 4 i 7] LLiE i CD3-CD56" (2 NKp46*) % [ b
EHAT B, N NK 00T LU CD3NK .1
(CD49b" 53 NKp46') K % E M. 75 N[ 4h B Ik
NK 4 g 7] LA 3 CD56 Al CD16 fIRIEE AN
Fi2, CDS6°CDI16"NK 4 il 2 A5 o i i 40 i % 4%
W, T CD56"CD16° NK 40 g 5 T 48 P 4i i I8 7
(e . B 5, - e DRI SR A A R A DRSO /N
B ) NK 48 Hf o] DURR # CD27 A1 CD11b HI5E
R X 4y, — M CD27 Rk AL (K
1) NK 40 Ha b, i s 24 NK 20 i 2 JF 4R 3R ik
CD11b!"12,

NK 41 il 32 35 ¢ 7 1 7% % 5l EOMES, [A
I 2% 3k ILC1 Al — &8 4r ILC3 # ik M # %W 1
T-bet™ ™, A # A NK 41 i A £ & CDI127, {HE
NK 4B 5 7R A 221809, X356 BH NK 4 Hd 75 A3 24
HREFERT CDI27 HKIE.

X ILC1 20 i dp 5 1) 4 T8 SR U T 0k i i v NKC
SHA AT, AT BN TR A i — B NK 4l ik
CD127 fil GATA-3, et =4 IFN-y. BE& T
SRR BT, H AT A LK N B ) ILCT AR HE R IR
(07 B RIE A AR E IR N 4 2 K

ILC1 Hf ILC3 ¥ 04k 1fi K, ILC3 %Kk RORwyt 3R
15, [AIR RIS T-bet. NK1.1 F1 NKpd6, 43l
IFN-y, 1283k ILC1 HJHRFE, X —2K ILC1 XFR
N ex-ILC37 8, 25 — K ILC1 AT /Ny E A E .
JHEME J2 fig 7 41 43, 3 3A NKI1.1. NKp46.
CD49a, AN3ik CD49b F1 EOMES, REfg=4: K
f) TFN-y0 20 85 =28 ILC1 f77E T e R b, HOR
X #35 NK1.1. NKp46. CD49a, iE#Eik CD49b Fi
EOMES, [Hi B ILC1 fl NK 41 f8 fOHRE, {H 2
A7 A /b B 1) IFN-y2Y; S5 DU ILCL 778 T Wi
R, HORAURIE NKI1.1. NKp46, [FI %k
CD103. CD160. CDI101 X467 [ {7 f s J 41 g
JITREA B AR 2.

AR ILCL ] DUARHE Fe o A i A7 B R 3
AR ERAFE 93 2 HF—RAK ILCIFEE T
i EEZH, Fik CD127. CD161 Al T-bet, A
Fik CD56. CD94. EOMES. ki il fl % £L &3
R ILCL 718 T il b A m pk ik, Rk
CD56. CD103. EOMES. #fL%, HHIREL NK
M AR AE R, B8 =28 ILCL fEAE T HFE Y, ik
CD56. CD49a. T-bet, {HfR= CDI127 KL, #E
=R gL R, AR B NK A ILC A4FAER,

ILC1 AT NK 4H s B AR 2 Az &b, 40
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ILC1 1 NK 4 ffa $5) 32 35 %% 5k Kl F T-bet. BEETE
IL-12 F1 IL-18 M4 T 433 TNF F1 IFN-y. Aef
Z 5N RS AR AR,
% 2 AN RIETE NK 4008 Efbs E7E ILC1L ik
WA RIS, K EATE A SR R X 50X 2 4
FHFGH M ) 77, A Ja ik i B4 G T A TH T 9T
F B IX P R G0 M AT %

1.2 ILC2 #HAz

ILC2 R BLT 2001, 2002 4£, WFRE K
B, R IL-25 Fl Rag2™ /N, /INBRAA A AT = AR
IL-5 1 IL-130e2%, Jf H B f5 0B 78 0E B 31X B 48 i
X T HET P B (Nippostrongylus brasiliensis ) B/
ook EER, X RIPANIAERE S S Th2 Bl
925 NP 1] 7 92 4 M

2010 4F, A5 = AN A X X — K AEE p= AR
Th2 B G AH G2 i R 1 M 4l kAT 7 i, FER
L IL-33 X ILC2 A R 5w 1 f B /E H . Hop
Koyasu 58 41 P75 Jig 7 AH G itk L 20 20k R B T
— B Linc-Kit'Sca-I" Ik 40 i, FE¥ Hiar &N
natural helper cells. McKenzie B & 21 B | H
1113-eGFP ) &5 /N RAE I RIS 25 . k. /N
HORHEL T — AR TIL-13, K #T IL-25 F1 IL-33,
FHRERE I bk 27 A2 UG [ A e g, ks Hd
%N nuocytes.  Locksley PR CURIF 11-4-e GFP #k
F/ANRALR I T —BEHOUT IL25 AT IL-33, JfREfS
HEPUAT A HURGL [ e i i, IR Hdr &8
Th2 giff. — ORI TLC2 AEME 3 smbth i )57 1L-33 1
I, AHETE 2015 A SCEARIE T Mk A AR AR —
FERREPE Y ILC2(inflammatory type 2 innate lymphoid
cell, iILC2), EAI1HE W 5 3d M B TL-25 f H)
B, JHEK B BON nILC2(natural ILC2), [A] i 35175
FEAEIL-17 BIRE ST, RIS ILC3 HIRFIER.

N TLC2 fi 5% T A R0 R I £ i 1
A, A LUl T LinTL-7Ra'CD45" 3K [X 45,
XM FRIE IL-13. IL-17RB(IL-25 3244 1) — AN
57)s ST2(IL-33 24K ) — AN 4r), A ik Kk
CRTH2 F1 CD161, 7EJRERIEHLT PR ILC2
SN BEE AR, ANBE . i
ILC2 35 5 i .

ILC2 5 Th2 40 AR Z AL Z AL, EANT#
REfi% 7F TL-33. IL-25. TSLP %Il 34 K 43 s TL-4.
IL-5. IL-9. IL-13 % Th2 B4HH 1, T EZH
PUAFAE HUR G, 5 i U N 1) % A B ) A 56391,

1.3 LTi % ILC3 #iAf

LTi 4 g2 ILC3 By JE R4 4n e, Byl R T ik
HEMUET AN R A5, RESil It CD3-CD4 R
[X 73 B3. LTi 40 Ml 32 18 LTR. IL-2Ry. RORwyt,
G VR B b TR R R AR AR AR R Ik R 2 R
fIE B AR & B B0 oAb, LTi 40 i A
=4z IL-17A F 1IL-22, TEJ%IE G i R 1556 1F
R N AR LTi 40 M 5 R BT IR G T 2 i
MELih, HATPUE I LinIL-7Ra"CD45"RORyt"
KX 5, HIE ANARF ) LTi g A RIE/N R LTi
YRR IL 1) CDA4, Rl A A& A i) LTi 4 ik 1 3%
15 NKp46 LAAk, k223218 NKp44. NKp30 5 NK
Y P 2 ARW. AR LTi 40 th £ 77 4 IL-17A
AIIL-22, BEWEZ: 55 AH N ) fo e i R,

ILC3 & 7 & HLT 2008, 2009 4F, A =/ifH
YA EAE & R R I T — B3R IK NKp46, {H2A
[ T~ NK 48 B 8 6 20 i 2 RL U, 3 — S 1) 4
LA 36 T RORwyt, {H 2 AN 304 ki Jig A 27 L 3%,
AF=HE TFN-y 1 TNF, {H 2R = E 1L-22, H Al
XEEAN ARG FR N NCRILC3. ML AME X &5 g 4 HO AT
Fid, HHEFE R T — B AL NKpd6 48,
XBEAN AL AR P74 TL-22, B REWE 7 2E TFN-y
MIL-17A, K545 R KA, XHE4H
FRA NCRILC3M.

LTi 4iffle 5 ILC3 R AR Z AL Z &b, Bl lnss
AT RORyt, #BREGSTE IL-18 A1 IL-23 AL T
A IL-22, IL-17A FS4HR +, Re% 25 hiE 5
IS AR, (HAIE RO SAR L Z AR A7 e, 54 )5
(RIRIF 5 P O 75 2 SR NN B0 X o0 AN B VE
1.4 ILCreg #HA8

TEIEH AR LN AR T RS, )
A 2 T 368 T A L A A T 2 DL ORAIE A i v
HMIE T AT, £ T WP AL R T 4
(Treg), FLREWE RKAERILINHIMIMER, P4 H At
T 4UMERIRRN.. 2017 4F, YU AR HELE /N R A
NH 738 A R BT — B LinCD45'CD127IL-10° f)
ILC M, 4% H A 4 9 15 1% (1 ILC (regulatory
innate lymphoid cell, ILCreg). ILCreg 4fl il & & ik
CDI127. CD25. CDI132. Sca-1 % ILC $F/EME 3
R LLJ% ID2. ID3. SOX4 5Lk 1, (HEAEIL
T-bet. GATA-3. RORwyt. FoxP3 %5 H {257 TLC
J Treg ¢ SYEMF ST . M7E Ragl”™ /MR A
T 78 RAER, ILCreg 4l 1) 250 2 39 i I 76 75
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T 8 RISIE B, 1E Ragl™ /MR A it — i
IL-10, fpiE RIES N HE, XU ILCreg 41
RE A% W i 73 Wh TL-10 Sk A il Jizg 38 20 Y 2. itk
&b, ILCreg 4 i g % 3@ i 43 W4 IL-10 #0] ILC1 A
ILC3 MG A, JF T 4100 o 3K 19 28 48 B ) 42 A
TEM T8 RGE W T R E AR . RIEE AR
H, ILCreg 4NffLAES 73idh TGF-B, F£3i& TGF-BR |
(type I TGF-B receptor)f! TGF-BRII (type I TGF-B
receptor) 5214, [KItt, ILCreg 4B AEMEE T B 43
TGF-p 4E4FH H S (1G58, s H 50 4 th % 45 i
TR AR L

b & RNA-seq. ChIP-seq. ATAC-seq. droplet-
based scRNA-seq 5581 A T K AN, #F 98 %
X ILC B DA TR AR 5 0 ) 5 B A A T 0ss), 3 e %o X
SEOR R 1) 7 AR5 T B2 ILC 703K
fE. RESBEEE, RKIETHEX X LG i K7
TEINANE Sy KA TT, KINEE 2 KR A SR,
WA D Re A S B T R .

2 ILC MBI A B 2 1LiAE

ILC ZHMf1[F T. B 4l —FE&S R B T B8+ 1
e 5] bk B2 #H 41 2. CLP(common lymphoid progenitor
cell), CLP & HH— R FMEEERE 2N T
e () ILC | A4 48 M, 3R 1 23 4 o BB ILC 2K
B LR, — &R ILC KRR IRIZ D Bk B,
MTAILC &K B FERINRBE DR, T
TEFRATTH A ILC B BT 40 M . A4 i & & 20 4k
IR DL R A P A5 T TN ILC 4 i R B o A i R
HEAT R
2.1 ILC HIRTRZH AR

1E ILC M CLP K & 734 A LAt i 2 3 1) i
Firp, TELM A ILC FiAH M B, 56—/
BAWMETIARGIN, e8I B ELFE NK 41 HrE
WIIETA ILC 281, o — S 4 i e P O itk 24
41 4 «LP(c-lymphoid progenitors), 3R iE a,p,
CXCR6, {HAFKILA FLT3, CLP KB A olP 75
FLRIE NFIL3, 1 NFIL3 2t — 5 i FiF TOX
A1 ID2 [ ERIREN, 5y — S 240 M 4 PR Ay 7 S 2] A ok
ELFEAH 40 ffd. EILP(early innate lymphoid progenitor),
EILP %ik TCF-1. NFIL3. ID2, {HEZH KB RK
#iT ID25Y,

oLP F1 EILP 4k 4% [m] N if 73 A 2 18 2 X 2% 1)
NK A1 LTi 40 i 77 7] 73 A6 () g 7. B 5 oLP A
EILP 2> 7> 46 T8 pi 3 6] 4 B ILC #H 40 g CHILP

(common helper ILC progenitor), CHILP fE % 73t
TE BB NK 48 LLAM B ILC 288F, CHILP %
i5 ID2 A1 CD127, {HZ&AFKIS FLT3 A1 CD25,
ANFRIE U ILC RBEPIT 77 ZE I 3% s A 7. CHILP
BHRFME, HAdEH 50%0) 4 it 2 £ ik PLZF
(promyelocytic leukemia zinc finger), 1% 4 ig 4 Fx
A ILC B & 4 i ILCP (helper ILC progenitor) .
ILCP g% /04 A Bk NK 40 e . LTi 400, ILCreg
LMK BT A ILC K8, RIA RN ILC KRB T i 22
[ % it e 5% IRl 10, [R] B R % 38 PD-110. PLZF
X4 ILCP Mtr EMEE A B, (A2 PLZF X T
ILCP 7= A2 LA R ml R ) oA i A EH

ILCP [7] F¥if2x 70 ATV 143 A6 77 1) B8 & — 1)
ILC BAZH L. oLP F1 EILP 434k B Rl 24 ) NK
Y B e 48 NK AT A2 2 NKP(NK cell lineage
restricted progenitor) it Bf , NKP 3£ 15 CDI122 #
CD127, A#ik NK1.1. CD49b. FLT3!-%1, NKP
] ¥ 4 2 B INK (immature NK cell), iNK 3
ik NKI1.1, {HAFKIE CD49b, X —Fr Bext T 5 5
NK 4 f 315 Ly49 32 4R AE OG5, INK it —
AR S DR - B 4 M R 45 5 B A% TR 204 BRORA
(1) NK 4 g, ILCP [a] i 2 fh AR Ad 2 B ILC1
ILC2. ILC3 [RIAZML. FEXT PLZFO™ /) B[ B
FH R B, AE IR A7 AE — Bf RORyt'PLZF- ()4
Mg, HmaRiL TOX, HAKIE GATA-3, X—H#f
2 T BEAREE LT 40 M i AR, B i 22 R
(1 ILC1 FI R IR IE T X% EOMESTPRORt™ /) i )
WEFT, Jenl SCRRRIE B INK AT DU IR 2 15 R ik
EOMES 7 v W B , JL # NKp46'NKI.1'
EOMES'CD49a1L-7Ra" 1) — #F X & H IE [ iNK,
il NKp46"'NK1.1* EOMES CD49a'TL-7Ra” ] — FEAL
TR ILCL,  HAEAR A AR S0 A 1 O T
HIRENS T B A TLC T, TLC2 w44 40 it 1 2 30
PF X 12 N R0 5, 0 A E I 3R
lineage FH 1, #ik ID2 Fl GATA-3 K454 40 i,
TEB B K I T — 7 LinScal"ID2"GATA-3"(LSIG)
(B, L RE % 75 7 P9 AR SRR S 1 23 A0 ] B
ILC2, X 40 o SO 4% Bk O ILC2 %545 Bif & ILC2P
(lineage-specified precursor to ILC2)®. H #j ik % A
KT ILC3 F ILCreg Hil /A2 ff R Al e S, AR
W T B HE D 0 AT R T
2.2 ILC AR A B 2SR RIFE

CLP & T. B. ILC 4 Jfg 3 G 1§ 4 40 fa
CLP [ R4 bR ILC i62 T B 4HIk# T — &
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FEE R T HFRIE, e T I B B S SR R )
Fik, HEMickA CLP [ NI 4L 5.
CLP [] ILC J5 In B 404k, #% 5% A+ ID2. NFIL3.
GATA-3 K454 EEIEHS %@ Hh D2 kK%
HeAMRIRIERN, & ReRE BT HIH] E-box FKIGHE %
KFHRIE, SEmms T B 4y i ath, M
Mt CLP [A] ILC J7 [\ [ 4346, GATA-3 Ref%
0] CLP 7] B 477 w1 34k, sEmifadE T, ILC
S 5 5] B A A e80T NFIL3 B %38 it 4% 1D2.
RORyt. EOMES. TOX % % 3¢ K ) e ik kgt —
HARHE CLP 2046 ILC 4H (& 2)6 7666,

lId2/GATA3

/ 1d2/PLZF

: GATA3 RORtl
Tbetl TCF1 l AHR v

= "® © ©

Fig. 2 Development and differentiation of ILCs
E2 ILCHREMAE D LTI
CLP 4 }f3 2 # 43 6y CHILP 40 Jf Fil ILCP 41, 5 ) T J A 3 )
ILC #iffl, ZKE L2 AN SE 5.

oLP Al EILP [A] | ¥ 7344 % A% NKP #1 CHILP,
HoH oLP F1 EILP 43 4k NKP % 223 18 NFIL3,
EOMES. ID2. ETSl. TOX, ID2 /& NKP 74k A
FRCEA TR NK 28 fg fir 0 75 19 %% s BB 75 ), NFIL3,
ETS1 B i 4% ID2 B3R iA™™, k4 EOMES 5
T-bet Z [AfFFEAH BTG &R, & BIIFERR
S 2 R 4R 40 i ) NK 28 B AT ILCL i 4k, 24
T-bet FKIENFE T, HIEgHMS 50T A ILC1 40
H@[%].

CHILP 5 4k % B R 24 TLC2 75 % Noteh 15 5
BRI, Notch 15 5 FIAELE 2 (2 2F BT AR 21 o 58
Z 5N TLC2 40, ek, TLC2 J5 [A 4y
fb & 7 # £ i5 GATA-3. RORa. TCF-1.
BCL-11B. ETS1. ID2 Z#:3%[KT. GATA-3 gt
PR ILC2 ¥ 2 RE L 3R 1E, GATA-3 IHkk

2 SECILC2 AHESr Wb IL-5 AT IL-1302 %% ETS]
X ILC2P LA K i 2 bk B 45 ILC2 BT AR
R, RS ILC2 M BOIEA KIS T ETS180.
BCL-11B s& ILC2 H1 3R I I — NN 7 1 7 5 K]
T, EREEE I AP S R GFIL [ERIA, ki
SN GATA-3 [FRIASS. Jh4h, BCL-11B &<l
HilVF 2 ILC3 FHOCHYJE R R 16, XTI ILC2 41 /i
KRB A B AR A6,

CHILP 43 {4 J& Al il #4 B9 ILC3 7 % R &
RORyt. ID2. RUNX3. GATA-3 % #% 3 [H 7.
ROR~t 507 CHILP [H] ILC3 4044, i ID2 &
ok 52 m g5 & & %2 & AHR (aryl hydrocarbon
receptor) i B 52 M 5 24 ILC3 [ ZhHET*. RUNX3
o B A 40 M 1) TLCL A ILC3 Ty 1) o 2 A E 3 5%
B, ERENS HAELE A Rore, T2 FT AR 40 AR 1)
AL T S, [ERE GATA-3 £ 520 1 44 48 A 1)
ILC3 J7 [ B 4346, [F I GATA-3 6E 15 J8 i 52
CD127 31K 31T 5% M i #4 ILC3 (1) T RErs 1, it
Ak, PLFEBR (retinoic acid, RA)REWEIEILAE FH T4 3%
PR N2 52 R ) RORyt 3RIA, JET &2 ILC3 7
IF] (1) A 0220,

CHILP 73 M0 B ILCreg 77 22 K1k 1ID2,
ID3 86K 1. Hovh ID3 £ ILCreg & (1) — Fib
BN S B R T, HXF ILCreg i fivia ¥ e LA
R AERFAR O . S AE /N R A R R 1 R R 1D3,
ILCreg ANREIEH 7= 4E, 1 HAMIE A ILC 1t A
SRS, D3 RBR /N B2 R AR TE R P I 25
#%, ILC1 1 ILC3 B FE . 247E ID3 il
BRI /N B P [ kS TLCreg, /N BRI E5 g 26 2 19 31 2%
fif, TLC1 A1 ILC3 HITEfb 2 gamife.

ILC AR 44 B 328 25 734 S A ) TLC S8R (1)
R, BT FRERARE MR E S
FHOGHE H R AL, RMEAL WA ILC K E 7t
AR R IEEEER. 0, Zaph R4 PR
18 | H3K9me2 I % #% 1§ G9a(Ehmt2 B{ Kmtlc)
RE % 38 1 ILC3 AH ¢ 2 [ & 2B H3K9me2 & 1ffi s
P 5L R Rk, RIS EE ILC2 J5 18 i 7 1k
Henao-Mejia PR HPVRIL T — % K4k JEgmID RNA
Rroids Rroid BERETE IL-15 HIRIBL T, 454 78 HAR
IR 1d2 W a3 X3, i 4% G 2 )5 1 T
FREE Je STATS TR, feZs2md ILC1 M DhRe. ¥a
AR R AR IE | KBEIEH D RNA IncKdm2b RE
fi 1@ i % %5 Satbl I NURF (nuclear remodeling
factor) Je ()il I E AW 2 K KT 7fp292 WA 3
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FIXE B R Rk, ek ILC3 B3, ki
SZIA ILC3 4R AP GAE . Y AH AR IR A2 P
R, WASH 8 HREH 5 Aridla 8 (45 &%
NCR'ILC3 4 g i 4E 5 F1 I RE .

R FA ) ILC S 2 B A7 £ & W E 1 v BB 1,
AN A ) ILC 40 i B % 75 30 52 45 5 B R A
AL, bR MM TGS, X ILC o] B
T 55 B3 SRR - 43 WA AN [R) 40 i [R 7 1) ILC3 2838
ZIA oA, IL-7 RERg e ILC3 73l IL-22, {HJZ
IL-2 23k ILC3 233 IFN-y, 3REE L ILC1 1)
RE 10 IL-23 FIL-18 < {2 i#F ILC1 #% 4r 1k R
ILC3, iff IL-12 1 IL-18 £ {2 #3F ILC3 # 7tk N
ILC1M™I. ILC1 AT ILC3 Z [al e oAbk T 252 240
H R 7 gem ok, HARA b 55 5 R F T-bet (1)
FIEM G, NKpd6TLC3 #4534k NKp46'ILC3
Bt — 25 #% 4y 16 N NKp46'RORytex-ILC3 (1) i F2 i
T-bet [f13RIA F % Tt w2 ILC2 Al ILC1 2 [H]
FREAFEE L AR, IL-18 Al IL-4 figfg (i i3t
ILC1 ¥ 43 46 Jy ILC2, 11 IL-12 Al IFN-y 2= {&& 3
ILC2 #4534k )y ILC 1004107,

3 ILC s miZiAT1ER

APk A 2 R R B LA, SRR
ok B e, SUEE i SR E S AR — R
R WAL R 4R AR AR AR S . ILC E N[
AR EZEHRSR Y, HRIEMERES 2R
S fAE FER R, R T AT N ILC 5 2 4
L. SRR SN AN . BE R AN
F A B B R AE LA FH S5 TR T A2
3.1 ILC 5#&ZMmmtEEIER

AER, IRZHFFIRIE T HAMMLRENS 5 Gk
9 AH EAE . 4 R — A R A G % Al R T
(neuroimmune cell unit, NICU)ZL [F & ¥ HE1EH,
Forb ILC 5 22 240 i 1) 79 0% % 0 T 9 R o101,
B2, Locksley P! HRIE IR & &AW TTHERE
B R I R T R R0 s, I T R K R A
FlF ILC2 R T ) VPAC2 %% 1 {2 3k ILC2 4 Wik
IL-5, T TL-5 2 {2 3F 28 i AR Ge i 100 g FR ek o 4
L ARER, MT R 4 ORE AR G 13 B
Veiga-Fernandes PR @ 2012 78 & I ILC3 RIS 4
VT S2 4K RET, 10 ILC3 AR 140 28 1 5 41 Pl e %
IR AR TAE R T RET, MO ILC3 4k
R IE RS HIRE S, 2017 SRR = AN 4 (] i
WIE T ILC2 SHBRAE AR A Jo e A R AE,  IHAR,

A 22 T B W%l 3 W A 22 Ik NMU 4 H T+ ILC2
L NMU 524 (NMUR 1) 3 1M 5200 ILC2 1E % Th g
FR R AFEBS 130 BT A 2 A B TLC F IE [ 1 454
R4, Artis SRR IE T ILC2 R KL B2 'H
FIREREZAEPBAR), B ERREEMLILE ILC2
L5 AL IR ILC2 1E & Dy Re AT {8 % 75 1 1m) i 4%
YEH.

H AT #P £ 4u Xt ILC rds 7 SN A B A
S5 ILC it e, B ARS 2 &R E
VEAER, RRIC T L — DR ZRPh 2 40 M i 1 15
Jia, FEEXT ILC- PR 4H L 5 7T A TR,

32 ILC 5 LEMAmHEEIER

FUHIRE TN R AR A B AR AS . T4l
o ERAB SR B AN YR VEIIE T, ARk
WA TR ILC Refig 5 1 s 400 AH B AE R 3L
) 4 5 b R i RRZS M9, b B 40 i AR BE 7T A
Jr il & S i, Rgpds b S 20 B R o A 7E T B 5
0 i T8 T 40 R o AT Sk, T R Y 43 i 40
(enteroendocrine cell). K40 fig (goblet cell). iz 4
Jd(enterocyte) Tuft cell 55 % P4l 2R MY, FH
FfRk 8 IL-33 fg 95 {2 H3F ILC2 4y W X A
(amphiregulin, AREG), AREG fEf81E T E & E
()2l A KR 7 %2 4k EGFR, 3k 1M & 3% 451
HEFr i b AR AT, [H R IE R B A g
¥ ILC RIThRE, Blhn Artis i@ 0OHRE T fpiE b
Fé VR PE R IE B TKK o B8 52 izl b Rz 7 A i
FE bk B2 A2 5 2 TSLP(thymic stromal lymphopoietin),
TSLP RN ILC3 433k 1L-22 HIRE ST, #Eimis2m
ILC3 JZhRE. b4, Locksley i@ ZH10 203 i T
Tuft 20 i A 9% 308 L 73 W 1L-25 423k ILC2 W3
b IL-13, IL-13 fEH T 318 b aiiagni, {2t
R RZN B 22 Moo 4k o Tuft 400 FIARIRGHHE, Tuft
Y. ILC2. Ji b 5 A A2 i fr 2H s PR A i 3 [
RIEPUR A UGB . kA, TR b R 4
AEf% 5> Wk TGF-B1, TGF-B1 &% TGF-BRII'ILC2
FIPHES, B i S5 BB R A,

ILC M fuby 7 5 2 M i iE b R 48 i A B AR A
Ab, ILC ik 2= 5 )7 T8 3 55 Ak 1 1% 38 T 40 M AH B A
H, R e 4 r 4k X Theg. 1, Hanash
PR E ILC3 SRYF Y IL-22 REWS (L ik i 1E +
ARG E, (R AR 2 5 il b )
Cupedo R4 R IE T ILC3 Wi IL-22 AEW% I8
R F i 1E 40 M ) IL-22R, i3k g 1 2
M STAT3 FUBERE AL, AT 00 1 Jizp 30 T 448 e 1 07
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T2, (AR IL-22 ReEfR it i iE T4 kg 5, 2k 2%
FRATT R i T T 20 R PR A A
33 ILC 5EFRMAMIEEIER

ILC 55 J& )5 44t AH ELAE FH ) e i R BT U T %6F
LTi 2 A 1 42 9k L 4 B A6 Rl R O BFF 55, 7E R
12.5 K I8 78 Ji 40 A g 6% v Ea AL IR -+ CXCL134H 5%
LTi 4. LTi40MIRE M LTalB2 EHE 5 R 70
9 Mg b LTER 45 &, i mi {2 i # fb B+
CXCLI13. CCL19. CCL21 )43k UL K B Bt 5 7 1
Fik, WAEEFLHT. B 3 8] 76 57 4 M X
B, R B R AR 0. 2016 AR Ludewig
VR A R TE TR A A IR 4 G R 8l o gy ik
IL-15 {23 ILC1 H4Esr.

ILC 55 2 o 4 Jfa (%) AH B A PO T3k 2 38 B TR
FCCL R H AR A e AR B 2, ILC RIEH )
REFT 5 A R 1A 1R 2 ok I T2 i gi e, [
I, KRR 2 ILC 5 55 40 L AH HAE 88 70K
NEATIRME T 2 6T ILC 4E4r. DhRgifs. w9
PE 77 TH FFA RS,

34 ILC 5&R 4t %EMAmttEE1ER

ILC 4R 1 78 B et o ) 530 R 45 i = AE H
Ab, T DARTE IE B e A M ) T e, RS RE B
PGt #E . ILC Y& B e i A2 32 2l 7
Fiora: —MUgilid Rk MHC- 1 4 T EBESEN
PR RS & R EREIER: 5 —Fod it s
5 % 21 il (macrophage)  #4 SRR 4 il (dendritic cell,
DC)¥1 )y B 5] 42 1 42 1 BV G 9% 20 i P D e en.

H BB 73RS ILC2. ILC3 Ehi# MHC- I
Ky THFE, (B2 MHC-I1'ILC3 A1 MHC- I 'ILC2
YA RE/REE T 40 M i 3 551>, MHC- I 'TLC3 Bef%
08 L A= T R S PR ) CDAYT 40 M A1 T RN 485 i %
R A, MHC- T 'ILC3 575 2 (i 3E 98 8 1 Jigy i
#<95 (inflammatory bowel disease, IBD) ) & 402,
MHC- II “TLC2 £ {2t T 40 /=4 IL-2, i IL-2 K
FEA 2 O R — B R HE TLC2 WS AR, B4,
3 IV G 41 A AR AR S 1 YT TILC I ThRE. Bl
B %% Th17 40 M 6 0% (2 a3k 55 e I 2k Jog 40 P
ILC 43+ GM-CSF, 35 41 il 43 Wi '] GM-CSF REf%
TR R MRS, 1 ILC 4> WA GM-CSF fg %
HE— DN E S e R,

FE 18 B 7 T, NK 4 A8 0% 73 36 TFN-y {2
#t DC 7= IL-12. IL-15 F1 IL-18, #Eifi {3k Thi
S M ) 4341 ILC2 B8 IE I 4k 1L-13 {23 DC
WA R E GRS TR, REYGT

(naive T)ZH g 7] Th2 40 M (1) 7 AL 15 TLC3 R %08
it 4y ¥ GM-CSF {2 i B W 41 g f1 DC 43 TGF-B
FTIL-10, fRIFEVATTPE T 20 B A B HE .

35 ILC SHAMEMMEEER

ILC 5 il Z 40 M AH ELAE FH IR 1 U 775 38 S f
YT RESL, ERENE HERE R ThEE. B
U1, Pamer R R SE 7 T B T A IR 48 BBk
R R i R e, TLC B 2 i ) R LA i
BAREE BR B S RS R R R A, BEER TR I R e 2 1
HE R A B HH 35 & TNF (170 W, TNF £ {2 it
ILC 73 IL-17A, TL-17A £x3F— 35 1 58 242 40 g
TR R S), & P R I R R ik 2
A R TE BREEBR B 1. Lynch U8 41 03
T eI 8 ILC1 BA 4 il 28 FL 3 KR A0 40
[FIfE 71, TLC1 ] LA A% NG 7 2H 2R A i 498 1 i 4
FiL, AT 1) 8 1) A
3.6 ILCHEHERIFRIEEIER

ILC B 7 RFEBUHEAE R 4L, bRl ik i
FANEAE MRG0 AR FLAE R A s B S AL
R EOE R, BERTIEILAE TR Y8 [
BILAAR S 364 B R IR B 2 S R0, B i ILC3 S5t
A B FEAE B F RBIE Fe s 22 04,

ILC3 AEMgE IS 70 Wb TL-22 ZERF A e A A 47
B AR R e R H S PR ARES, ILC3 &
1L-22 (19975 B 2 (2 3k 3L A B 0 3 O 51 2 A JBL 1) 98
JiE S BP0, AN, TLC3 38 AT DU T 2 b B A R
fIE3E B 4020 i TgA, TgA 24 3L A4 B 3 B,
Y F A 1 2 (A7 B ) A e e,

ILC3 fEf% & ik MHC- 1T 4T, MHC- II ‘ILC3
Rety IR RN T WIS &, R0 T 4
X AR B R A2 0. Ak TLC3 fE % i 4
GM-CSF %5 DC K& Treg HIThfg, #E 4 Fr L4
B PIRZEM. TILC3 IR RERS IR ST B 41 A f 3 A sk it
— BT A B SRR AR,

4 ILC ARy EYFIhEE

B AT ILC FEARFIE B AN, ILC 1Y
Y DRe AT R, )2 2 5 BHUR
SRR . RAETEBRR R E . BRE TR AR E
2.OERERAE . A, T RS Y R
H. NIRRT — R ILC 25 1AM 2.
4.1 ILC Z5MmRAEREIIE

ILC1 fEW5H i 43 IFN-y F1 TNF 15 F 9% J&
&, %P1 5 B B (Toxoplasma gondii)™~ FEAMER AR ZF
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AT B (Clostridium difficile) BG4, [ 1} ex-ILC3
2 it B8 0% HE BT VD 17T IR B (Salmonella enterica)
AR JL03]

ILC2 X T & B& &2 78 ¥ B (Wippostrongylus
brasiliensis)JE# B2, ARG MR 25 A2 HUBGL 1) 72
TR FEE MR /R 00 jhAh, TLC2 W23 A i
iR 2k (Strongyloides venezuelensis) 1 B HE R
(Trichuris muris) A I FBRAE RIS, TL-25 FT 1L-33
X ILC2 W E AL AN 27 8 UV BR AR W 2, AE
IL-25 F1 IL-33 ) )3~ ILC2 43 W IL-4. IL-5.
IL-9. IL-13 J AREGY. IL-13 feW%4EH T Tuft 41
1, {3t Tuft 4HHLHIIEGE, (2 3EMOIR 40 70 W 2
W HE,  [RI 55 58 2 1) B R 40 i 31 2 2F gL
ittt e TL-9 BEGE H ) WAE T ILC2, Y
ILC2 [ & [Ty Ret. 1L-5 B8 4% U 35 08 |2 P b0 48
ML) ZhAE, 1 AREG 2 e b B2 410 ffd 1) 42 =2 A0 5
L, TLC2 F3 b fR) 3 L 20 Jfa PR B3 54 FH L (Rl T
ARG, RIEAEFIIL AT ITEH .

ILC3 & 4% . o & 4 1 1F H 3 20 o 7y
IL-22, IL-22 fighsf T B e dmf B i IL-22 324,
(S O R E N AN IN U E SN D &= 3
FR) R AR 122 S| AR Y b R A0 AR A kT
YD 1] IR H (Salmonella typ himurium) B & G4 3 H

JCEEUS. gk A, TLC3 AR % K B RO R
(rotaviruses) Gy,  FEMRE BRI 2l F Rz 41 i

W IL-1a, IL-lo 23 3E— R ILC3 73 ik IL-22
R AE U159, PR M A 18 8 A7 15 TR
B (Citrobacter rodentium) B 2% 4 4K 4t T IL-22
[ 7= AU, TLC3 e FE AT A R AT B R el Al ik
W IL-22 RAFHERPURGAEH, B RGO 1)
FELE, T. B 4HMEH K45 FEAEHI. ILC3 AR
ZRRAL, HEFRERE ILC3 R IE F EHiT R
FT B8 8% % () 48 i J& CD4'ILC3, 1ff NKp46'ILC3 Jf:
AR AR R B F U 157188,

H AT T ILC P B 7R 8k G i 9t 3 22 Je) PR
FEXT /N RSB B 5T, N AR A ILC B ot 44 gk g
R TSR0 1 o N E 7 P N S U S DN
fAsHr ILC $U B A4 B AR F EAT 2 — 20 (1 I R
42 1ILC BR85S R MR R

ILC 4l s 4k FRAHLUREZS, XTHLAR R IE G-I
TEF, AER U B 52 R a2 Ve I RS, ILC 41
6 v A T e S B RE P 5 1 A

H Ao 708 2 B9 5% ILC 412 5 5 £
TR JORE P 73 5 (IBD)USY, 7B /N B A i 32 3

RINGE W 95, TAENH FEZH 5D B (Crohn’s
disease, CD) 1 i5t %7 1 &5 W % (ulcerative colitis,
UC). /N ERBEZY A 1 25 1 ¢ R 0% Ja it T 5t 2 e A 1
(Helicobacter hepaticus)~ B 1 F€ ¥ 17 K (S.
typhimurium)~ CD40 1% (anti-CD40). DSS(dextran
sulfate sodium) & #% F ;= 4 U9, IFN-y'ILC1.
IFN-y'ILC3. IL-17ATLC3 42 3@ it 43 i 41 i P57 {2
HERGEM) R A, T IL-22°TLC3 BEfE — & F E E I
L8 JORELS 190100 Thx2 [ Rag2™ /N BURAE S5 I 4 ik
KoxThm, XU ILC1 A1 NK 4l th & 75— 2
FE _E B 145 B K i R ZE U TLCreg 40 i AE 38 i 2>
WA IL-10 #04) ILC1 A1 ILC3, 2B MR 738 #RE™. 1E
B W R B R ILC3 2 WA TL-17A 23
%, [FIN—# 7 ILC3 Al R ¥ 0N ILCL, 25
ILC1 ) B 5] 36 gmyooten el ik 4 MHC 1T ILC3 23 98
b, Th17 4HfE &3 2%, X S 20 i 50 i 1) AR Ab e 4
2 FEUGIE 9 5E (1) e A=00.

BR T 29 1 R s A i R R Ik B 4 0
PR R L, ILC2 41 5 X L8 i R AE R
JEEDIAEIE . /I BB ZY  fili 35 28 vT B R R B
B RISEE R, NI JORE M 1 BRI
RN . KRR B 56 1B R ST R AEIE. ILC2 A
51 % 9 RE Je B Sl o 2 57 1L-25 A IL-33
B, Sy IL-4. IL-5. IL-9. IL-13 M 51#EH, Bk
ILC2 4 ik Re gt SR 4. EVRAA. T 4
MUABELAE R, S S i () EE VR A, ki S
PONE R A%,

A TLC2 4 M 7E il 05 48 E 1 R A= v e 4 4E
HIBWAER, AHZTE & A 5] i 0 58 6
ILC3 A B AE F . 75 BB AH O 1 280 e B
Nlrp3 % JiE/MA B8 % 3 i 4 W IL-18 1E A F ILC3,
ILC3 43 WA TL-17A 23 5] 6 R IR E re B RS, it
A, TEZIWITE 5 I R IR 8 R ER 8 ) 4 B 8 b v
¥ ILC3 [ 73 A oo, 53X 5B ILC3 41 gt ]
2 5 IR RIER RIS R,

43 ILCHRMSREREHRRALEE

LTi 48 5F T bk B8 2% B A2 46 S % i3k & %
Ht, LTi 40 @ S 5 ) 70 i 40 A BAE A, 43 3%
T. B i3k a8 B X8, RS ER
TERG, SR LTi 40M0 2 S EOMRELLS . IRIKL: (Peyer’s
patch) 5 B3 53 4515 T2 A1),

4 CCR6ILC3 4 il B A — & B AP 4 A 45
Bifae S, e IR 51 g s iR b R 545 2 s
ILC3 73 WAl IL-22 AT b R 40 i) IL-2252 4%,
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Bt B R s e, IEH SR IL-22 5
W b RS YRR, Bk LA B A &L A
T8 1 J0E i R AL e, TLC3 IS REME H U IR 1
HETSI IR R B2 MG S, 20 ulb IL-22, {2 Bt
AR ERR.

BT ILC3 iz 5 HLUsE 2 4, ILC241 L
W Z S 5 IRGE . . BiE. RS AU
e . B, ILC2 BEH% 7E 7B 5% 51 2 1)
Jifi b Rz 454 8 DSS 51 S i iz b R 4 4 i e o
5y AREG, fR#E bR fifa g e ms im0 gk,
ILC2 % 2H 23 ()3 BE A& &2 25 3 B B o ™™ 26 1 2
Ban, {EA4WnE SRS, ILC2 il
S TIL-13 VR T AR R 40, 5l AT 47 4E10 i
Eé‘z[lﬂ].

ILC 4 M2k 47 H 2B 5 K 51 9 0 M 35 =2
T A R PR AR, DR AR IR R 2D
W 58 ILC 20 H 1 42 AN [7) A= 9 2 5 7 1) AR AL
I ¢ JFL 08 () B AL
44 ILC HREEELE

ILC 4 M 5 a8 i A= 5 T e - % e % W L 4R
HT NK 4, NK 20 e % 38 5 55 e ROk Bl A 28
FLE AN, R FE g G2 B A () 1 FH 074,

ILC1 W HAGERMB A ER, ARk
TEAE IL-12 fFAERI AT, ILCL BBRETE B i T i
SO BN, D5 R IUX B ILCL K
i T RORwyt, W] fgJ& 1F IL-12 47 16 i 2 4 F
ILC3 o0k kU7,

ILC3 78 M8 & A= J7 T BIAE R A — 2, HBE
AT DA E R 0 R A e A, TRt AT DA 1 e g
TR, IEHTEOLT ILC3 20 Wb i IL-22 fAE s ik
FERmEE, EEAEMBERAESEYSF,
IL-23 &/ RiE, AR IL-22 K2R £iE 2R,
DRI 17 32 B TL-22 3k B 7= AR e AR, 5l S i o K
AT i AN R 2R, TL-22 et — R
JifRg (1 A2 R0 (E R A BT A 4R T FE R e
ILC3 2 #il e i 2B K, I B8 (2 ik OR 37 1 ik B2
A E BT RS 80,

H AT 2¢ T ILC 4 i 59 0E K 42 0% R I ik
B, T HILC 20 i 52 e e R A B PR L R AL i) B
BV VR IR, R SR 77 X IX — Al ik —
WIRE.

45 ILC B SKigHET

e N NS RN RaAb Sy e e = f 5 E AP e N

W2 AR, TERRREE LR, A @0 b4

SR, HAWKEBMERE, FEaR6E
L. Th2 B 59 ) S BE % (2 2E 1 681 107 2 2R 1l A £
JUg D L 2R3 Ak, 338 T R R 51 6D 1) 98 R S AR 3R
FLUSL ILC2 fEX — I B R E AR, LA

53U TL-5 1 TL-13 0N TR 11 0L 48 4 96 TL-4, [
IR 5 2 B B R . WETR TR 20 P i 0% (R i
(SN R P A =N 2t O eg A Y = o 5
ROLZE® I, 233 P 107 40 ot RE PRI FE, PR M
WL 20 B 0 4 i ) L (R FH 2 G2 M RE R Pl 5| /S 1)
AU ZEFLS, JbAh, AR T ARIT 2 i ILCL
REME I It 73 Wk TFN=y, {EF T BRI, S E0Em
FHOC I S AT, 8 R A U 2R 1 AR I Je A A 20,

Bk 7 ILC 20 Mg T AR AR 2 Ah, ML AR
BER B AR 2520 ILC 4R ThRg. B, 7fEsk=
YerE R A B FRA R/ANR A, ILC3 Hral i 2 4 1)
RE 114232 BRI, 17 ILC2 Hi 23 A HUR YL BE 1113
B2 U,

4.6 ILC HRa5%EMTiE

ILC 48 5 A= 015 R 1 OQ R A2 0 A SR8 HA IR )
WG 1A, H AT L HRGE D . Locksley PR
2 VR T T A A O 1 IV P i K BB 8 g TLC2
Gruh IL-5 M IL-13, & Refg 3k — 22 1A 15 g R 1t bt
2 Jf 1) Dy e DA K R S A, T ILC2 43 i IL-5
IL-13 22 B RE BT, e
AP AT RE R T — AT, LR
M) B T3 11 R4 L (1) B2 S . Hooper 4% /8 41 1861 4R
BT ILC. AR, AYTTEZEKR. R
ORI A AR 818 1S TLR(Toll like receptor)Z
AEH T DC, ik 43w 1IL-23, IL-23 fEAH T
ILC3, #il¥k ILC3 70 IL-22, IL-22 23t b iz 4
MIN STAT3 KA, STAT3 MR 1h 2> H1
TR A OC I B S A - REV-ERBa H) % 5%,
REV-ERBao 40 il 4/ FH TG 4 & 7 | 2= i 32k NFIL3
(s, BETA T — KAV OCIE R R IE, &
S ST AE P AR I R TR 4%

BRI AR BRI, EmE Y
S TUE G BN A 7 56, ILC 4ii S 5 A8
ARG FE IS Re e 5 A A0 i b A R Sk, 3R
ZESTIRENYSEN

5 ILC “HiRtE XY R I%ia T SR A%

FEIEFRZT, AR ILC g5 15 B
FIFE I H RTIERT 7R8> . Vivier BRETZHIE 1 0] B
JiE KA 90 5% i [ (severe combined immunodeficiency,
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SCID) & & B B F% 1 J 40 i 2 2 1B L 1EAT 70 T K
W, BB G R A BRI B ILC 1)
HE, (HRS G E N EE LA EEWAFRE
77, X YLHALE IE R A FOR S K T B 40 524811
LN, ILC BT R¥ERIVE W LA ZBE AT, B 3
BITE IEH I 00T ILC 4EFFpL AR T e fa s N 75 B4R
DR, XRERRA R AT SR YT I O] DU
ILC fE N7 IR, XFEREA I H N T, B
UM ThAE, RIS RERSIR B S ia YT I B 1.

ILC 4 fifa BE A 0% R0 S AR R IR, LA 7™
AR ER, [FIR TILC 40 n] DL 5| R 18 4 98 0 &
i, DRI ILC AH 26 1 %6 2236 97 AT BA 43 N i ILC
AHME] ILC BRI 0. BURBRATE M ILC 4
PEVRTT B AU IR T 77 T AT 4.

51 ILC fpaseiRiairitm

ILC 4 Mo & 45 3 Ty B 75 3 ik JC B 1) i s [
K, T LA A 20 B R R R 43 R E 4
Bl TR IEHThEE, N ILC 40 kK AEHE — RS
AR, T 20 M A1 52 B 5E TR VR 22 R 2 X s
BRI L 7 V6 7 8 A R I % LR A% 52 me) ILC Th e i %
KT 4R AR AR oy A e g A
N R AR YT R A

FEHL SR KT J7 1T, ROR~yt fR 40 #1571 fit % BEL Wy
Th17 42 2 E RIS B RE A BR i TLC3 (4
RAEAUS), RORa /& — Fi% I E Z &, L RORa
e A 5 RE 5 520 ILC2 FTHAEN?, T-bet /& NK
FILCL By g s R 7, DL T-bet A1E I 4E 238
W A AENS R NK R ILC1 RN,

EA LA 7 5 T, IL-2 IL-12 A IL-18 %t T
ILC1, IL-25 #11L-33 % ILC2, IL-1g Al IL-23 X
T ILC3 [k & AOE IR B2, DX el g K+
A 2 R N HE S B RE S 3 ILC W ThRE. Bl
CD25(IL-2Ra) {3144 Daclizumab 1F i T £ & 1 i
R B, fE0E S5 RORYEILC HIk > L& NK
o M XS 2o, T OK A R 2 L
Ustekinumab fig # /£ F T IL-12 F1 1L-23 {7 %
p40, X 2F B2 A — 5E MR 9T AR Y. IL-25 A
IL-33 [PUAA RE NS 2% fif VT I 08 I RO B, IR 2R it 50
RORE Y A1 TL-5 [ BT A& Mepolizumab il
IL-13 fIPu4E Lebrikizumab RE % BH W7 2 0 1) & 4=,
YLK I8 £ Tl o991,

TEARWY T T, FeA DY I B AR = 5 = I
D4 FI T %1 g %= D2 fe % /E T ILC2 ) = &
CysLTIR (cysteinyl leukotriene receptor 1)F1 CRTH2

(chemoattractant  receptor-homologous  molecule
expressed on TH2 cells), f&i#F ILC2 17% L F1 T e
R R AL, T A A D TR ) G A 19 A A 8 20 i 4
2 A4 Al maresin-1 2x#41 ILC2 FEALI, KL A]
AR X LA P i UK LA A
B ST ILC MIhRE.

ARy J5 T, AR PR E . W
L R EE IR 45 R B 23 25 e 08 0TS B A ILC L)
Re U, g 38 T AR B B (Heligmosomoides
polygyrus) FIHEIEY) B2 WA B 8% 401 TLC2 [ IR
PERT, 855 H S PR JORE R (2 BE A Y.

RN IR B0 T BE R HEAT T TS BE 8 R R
ILC 40 ThRe, K¥E—ERRTIEM, BT
ILC 5 T 4ififFfEa R EMMZ AL, —LelHd
WIFAE ILC frkefr, BRI H A A L89G 77 40 mRe 3
I A, RRIEHETHE LR R ILC 40T
B
52 ILCBRERERTTAR

BEoxF ILC 40 S iy T BORE s, AT LR
JURRR T 77 2RXE ILC 20 i D RE#EAT T3

T S ATAT DAA PR AT IR T . X A A
TR AR A S E R BATTE AT A i
A AH N oA, TR A S BT ILC 40
HE A IR,

FLRIATAT LT K /N o3 5 29t AT 697, B
1 F =& D, AT 5 IR R D, 32 4k CysLTIR 1
CRTH2 F 41l 7] BE 6 3t 1ok BT 1 =) D, AT 51 i
2 D, MEF, W] ILC2 i L1920, RORyt
(K373 4001 77 e BELIT TLC3 B9 ZhRE, ¥RYT ILC3
I ) RAEFR .

BeAh, BATTERT LAIF AR R v, v AN
AT LT A AR R BB, 38 W] RAA AT AR 5E 1Y) ILC 4
M, IXAERTCAE BRI ILC 3T 9ibyr, TS
JS2 P A SN, AR HE R R A BB RO BRI, R OR
W R e A R T T B R ILC 4
HAE e iRy IR
6 B =

I 10 R AT ILC QUM 7E, H
BIRATA ILC B)4r 26 ARDIRe. RE IR,
VDI TT A T NIRRT #,  ILCAT
WRES AR H At S A0 — FEAE iR T IS AL, T
I NI, NIRRT S L8 A AL R
L
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{E2 i 0 FoS R8s, H Al ILC 41 A 413
V2 v AR R, FEBEERLELLT LAY
ﬁ:

a. HETCHIM ILC K85~ 4 K3, ILCI.
ILC2. ILC3. ILCreg, {HZHR4ECA ¥ A7
gEHL, ILC REME 4 A 15 2K00, [T ILC 40 g i ik
HIRZRBERE MR, HIGEMEE 2 L, bl
ILC B R R &4 5 EE T . ik
Ah, BT ILC AAERRH =5, 1 B H #ixt ILC
REEMRI 3 ARG . B0, NK 40 f ILC1 H
AT I FE R AR BT X 4y, IR R SR IE 7R
GRS ILC RBER S 1L 1 br B X EATTHEAT X
Y. FAME ILC MR E it iR g, BAREET
KRIT YL ILC Wi, FRATX ILC 408 1)
RE M T B9, (H 2 0 REAAAE
(1) Ath TILC HT AR 2 A DL B2 B, ILCISRE IR A 14
YL e AR R, TS J a7 B4 4 il
I FEA Ko F Bt — 20 5638 ILC M &
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Abstract

years. According to transcription factors they express and cytokines they secret, ILCs can be divided into different

ILCs (innate lymphoid cells), new members of innate immunity, have been discovered over last ten

groups. Common lymphoid progenitor cells (CLPs) in bone marrow can differentiate into a-lymphoid progenitors
(aLP), early innate lymphoid progenitor (EILP), common helper ILC progenitor (CHILP), helper ILC progenitor
(ILCP) gradually and finally generate mature ILCs. ILCs receive signal from environment through interacting with
nerve cells, epithelial cells, stromal cells, adaptive immune cells, myeloid cells, microbiota and can participate in a
lot of biological processes such as pathogen infection, chronic inflammation disease, organogenesis, tissue repair,
cancer, metabolism and circadian rhythm. In some cases, ILCs play a redundant role which tell us ILCs may be
selected as new therapeutic targets. In this review, we summarize recent research progress on innate lymphoid cells
including their classification, development and differentiation, interaction with other cells, biological processes,
therapeutic strategy and future prospects.
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