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Abstract: Innate lymphoid cells (ILCs) have been researched extensively in recent years. It is now clear that
ILCs populate almost every tissue and have important roles. Lymphoid tissue—inducer cell and other newly
found ILC3 subgroups, which are distributed mainly in the intestinal lamina propria, proved to play impor—
tant roles in defense against infectious intestinal diseases, maintaining tissue homeostasis and regulating au—
toimmune diseases. These further indicate the importance of 1LCs.
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[ 45 bk B 21 Bfd (innate lymphoid cells, 1LCs) /&
HATE NS D RE A e AN B 1 LRk
B E 9K 247 41 i (natural killer cells, NK cells)"
FIAk 220 21355 A (Iymphoid tissue—inducer cells,
LTi)P5b, TLCs 6 375 15 4 & B A1 200 i 5 44 ]
AR AIAEL, ILCs ANFIEHUTR 2K, HRH
Fem F K4 N T2 4K IL-2Re (CD25) . IL-7Rax
(CD127)5, DRI TLCs 3= B 1 H2 52 4 R il
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SR ILCs ARBHUEHERIEZ AR, (HERIE
%) T A SR DR B 0L D RE R T 400 i 5 A # A
o1, P TLCs MBEFR A T ANAEAY “Be5 " 4. AR
i sy DRl R S SO AN AR PR A e 3k, A AR
EL A AT A 43 oA DU 2K — 78 [ A 6k B L, 4
NK 2 AT TLCT; R0 [ A5 it B 4 i 10C2; — Y
A I EL A A TLC3S, I8 514 [ 45 96k B 40 B (regu—
latory innate lymphoid cells, IL.Cregs), % JS 2 ffd /2
R ZT 2017 AFAGE B AAET AR/
JiE Y TLCs B A,

ILC1.ILC2.ILC3 DA K% ILCregs 43 WA 1) £ 24
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JIPRF-H1 Th1.Th2  Th17 . Tregs AT ILC1 5%
ST T-bet, 43T HLZE ~y (interferon—y, IFN—y)
IR IRFE A F~a (tumor necrosis factor—a, TNF—
o), TEPUME NG T R ESAE . ILC2 AT
W T2 55 L F GATA3, A LIS WA A4 E -4 (in—
terleukin—4, IL-4) .IL-5.1L-9 .IL-13 FIRJH & 1,
FEMUMATT 75 A8 s 2B R DL G R i
FEHRAEVER . 1LC3 1K B T Re st st -1
RORyt, 7] L 43 b itk B # F «1B82 (lymphotoxin
alB2, LTalB2) JL-17A TL-22 20 A 1 e 4 ffa 4
7% J)3% K F (granulocyte macrophage colony stimu—
lating factor, GM-CSF)fl TNF-a. 1LCregs AJ L4
40 TL-10 SR TLC1 A1 ILC3 B335, i FL
WA LLE 3 B 43 Ak A4 B (transforming
growth factor-8, TGF-B)1 /7 AR 45 Y 19 % i
4 e,

AU U B A LA AR SR 1 S T, AR
HALHF3Z21K 6 (chemokine receptor 0, CCRO)y#=
ik, AT LA> AR, Bl CCR6' ILC3 Fil CCR6™ ILC3.
CCR6* ILC3 BPJk L 25 40 LT, #54>CCR6*
LTi 200 n] LAk CD4. /NI & B i fE v,
LT3 X bk B 485 FH IR Q465 19 7™ A6 140 B 2L T A%
AE/NE, LT FRSE BT 40 A B 20 L KA 5 AR 4
i (dendritic cell, DC)SREETE— &, JB R 37 94k 12
JEIL., CCR6™ILC3 AT LIARHE NKp46 Bk N
WifE, B CCR6™ NKp46* ILC3 Fl CCR6™ NKp46-
ILC3, HH CCR6™ NKp46* ILC3 BR#%1% RORyt #b
W IR S N T T-bet, T-bet HYJ 3 ik % CCR6"
1LC3 73k} NKp46* ILC3 LA KM IMIFN—y +43 &
B R T MM —FE, TLCs HoA — B PR 1 Al Sk
ILC3 7E4%52 TL-12 1 IL-18 By M5, 2 F ¥
RORyt [F] F 8 T-beto X FEAHHIAS P50 00 1L-17
FIL-22, 500530 TFN—y, PRI T30 FHE 20 B
ex—RORyt* ILC3, T-bet A1 RORyt it 3 ik J2 12 il
TR 1A bk B 200 T S ) S PR

2 EFEHEBHEELET

21 BEHEHREBABMBIEUAREEERET
[T A7 bR T2 200 L b 9K A AE 40 MY (commion: Tym—
phoid progenitor, CLP) & & i k", & 4 3L 56 ik B
i B AR /S LA Y CLP AT LR E N
ILCs", HRTE 2550 Y TLC BT ALIIAT o i
L 41 i {4 (e—lymphoid precursors, aLPs) 4 Bk
i1 A K L A L [R] T4 (common helper innate lym—

phoid cell precursors, CHILPs)PA & PLZF*[# 45 bk B2
HIA4H I (PLZF* ILC progenitors, PLZF* ILCPs)!' 2,
M alPs KB A —REREE 1 ILCs S&—ME 7 8
PERIE R, olPs AT LUK B BTG NK 4172 1
FIFA AR E AN . A CLP AR, olPs £ik
AR o4B7 FIEME 21K CXCR6, M CLP &
B alPs F% 1L-3 95 H)# K F (nuclear factor
IL-3 regulated protein, NFIL3)[)Z 5, NFIL3 7££
FReA 23Rk, WIS T 2 Rl A= 2% G, 4N
VR AR R W], NFIL3 Sk 2
ol 1 7k E24 4000 A %) ke B, 2 306 TFN—y 1 ILC1
B, ILC3 2 Bt /46, I Ah, NFIL3 A DL
b PR S R TOX (&R Skl NK 4 LA Je
Hofth TLCs AR T, DNA Z554HI 8 2 (DNA-
binding protein inhibitor, IDZ)Xﬂ’ ILCs WAEB WMt
AYEESL, 1D2 J2JB T DNA Z54 I8 1 50 i
eI R T, BF9E R I ID2 B /N BRUCE NK
24 L 0 EL Al i e A bR L A . ISR,
1D2 454 AR FH EAE B47 I8 2 2205, 1 E47
(3R AT LLRH BT NK 4 f A LTi ik F™. ik
ID2 FRIE 5B YE T A2 2 75 R 1) [5]
WRELAIA & B o (AR A, 1D2 BB I AN
i ILCregs FIA B o M, ID KK 75— F
ID3 X ILCregs AN A T HEFFEE S 2 0 H 1Y
YER . A TLCs WAEATE, ILCregs 1] DA IK
D3 4¥-, ID3 iR )5 /N IE H G TLCregs 21 i,
{AFA TLCs WAER & B ASZ R,

CHILPs f275 TN F-E- B, 2 —HE 5
FrvEAnp, WAL & oG LTi 72N B B 4Bk
A IR LA, (HASRE R B NK 4iififl. CHILPs
Y M Fe T 2k CD127 LA F adB7, (HAE
ik ILCs 25 LA R 2 225 SR 12 T-bet \GATA3
RORyt'", b4k, CHILPs FhA —REA0 i vl L 5k
[N PLZF, #%F% K PLZF* ILCPs. PLZF* ILCPs
ATLAL T AR LTi DL A il B4 148 Ik B 40
Jifa®,

22 EEHEHMMESL

[ 9K O 200 B DA R i AR 4 ik I Ok, F
— RSN AE, X — i B 2 AN R A
ST, T-bet 2 ILC1 () 8 A 1, £
il TFN—y [3éik. T-bet 1] LIZEA F] Ifng JLIR {7
A, DT 38 2ok 25 45 A 5% 5% PR 0 Runt AH G A%
KA 3 (runt-related transcription factor 3, RUNX3)
3 IFN—y 357, 76 Thl 234kt #2Hr, IFN—y il
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1L-12 W] LA s A5 5% S A0S I 1 (signal
transducer and activator of transcription 1, STAT1),
STAT4 15 51", TS T-bet HRIL, SR1M ILC1
ST X — 5 S T-bet FihB T E— 0T
9% o B ILC2 1 F 5% 55 [ FJ& GATA3, GATA3
AT LSS Th2 B4R PR 7 25k, - HL T DAGERE
ILC2 BYAFIE™, Th2 4 rh GATA3 () B iRk T
STAT6 155, SRl ILC2 2 75t 2l i 1% AL i ik
KATH, % T RORyt X ILC3 IR E 4> &
Z o INRIRIT adB7+ R4 H RORyt Y FEIA T
AR ILC3 Iy ) & B2, R TR RORVHEIZ
B B B R AR .

3 ILC3 5EREs

o 3 AS W 4 32 A0 I, e i B
J5 Rl A T AR B0 T AE, g g
F G0 AN H BT ZI R LA e 22 A1 ok B0 1A 114 2R
e, RS HYFEHUATR S . TLC3 X T4 fa
BSRF T EEMERY, Y E A RO E
A BHE S AW IL-18 B, ILC3 7] LA F2 1
ZARZUAE S, T 430 GM—CSF, 1l GM-CSF
AT DL 50k 20 L (DC) L 5 9 200 i 43 0 R 5 PR
(retinoic acid, RA) . IL—10 Z¢ 40 A KI5, M fiy 44 il
P T AR EH, BRI RS, 1A
AR A B A R A R AR AR ) ) — Fh
KR, Bt A wa ] DLsS b B A0 A A e
b, b Rz 0 A ) S T I A AR, A
M AEFFARAS o T TLC3 XF i b Bz 4 ) il ok
AT b AT DU R 53 W 1L-22 FIitk 8 R
KA 1B b R AR E S B R i, AR S
B, WZEREIAE RS, A, 1LC3 ik
FEHALMENER SR 1 2E53F (major histocom—
patibility complex II, MHCII), MHCII* ILC3s [4E
55 W b Rz A ARARL, BT DA BLRES S AT X g 4t
AETR T AHAEFET, TR T B A SR,

4 ILC3 5fpE R

4.1 ILC3 ERITERERATE B P HE A

ST R KT T8 (Citrobacter rodentium) JE% e bt
BB T 58 N2 1 1R B 37 M (human
attaching—and—effacing intestinal infections), AZ&
JYERE B TP R e S v W TE O T R AT T 5
o L R A AT S R A, TR A —E
) A LA R AR T8, R, 1 BT IR R AT TS

BRI ILCs U] 2 5 B guid B rp, X e 1)
BT oA B . R bR B R AT A T 2
CD4* T 401 B 4 fi, {2 T.B 4HHsEde i/ R
AT LTRSS B RRAT T A0 30 P, 1 HL T 244
ffL B 40 g i 25 19 /)N U T BE ISR A BURY 182 B AT
PR e, Ut B [ e A b ik e il i ke 3] 1
Sy EEER

FEALARRT BT BRI A HTse fe gz v, I
22 R E 2 OCE A, 1L-22 62K /) BU7E Jk
Yehli 8~12 d BIFET-, HATHFGE M, 1L-22 7]
PLgh A A AR M40 AR b iz 44, k7 40
TR FE B L B A L2215 5 W% T R 2
J&i, ff STAT3 BERR AL, s T (5 S-eg, ™ EHt
K Reg3y 2531, 78 1L-22 i [ 19 /N B b 35
Reg3y, /IR HT BUR? 52 R AT T B e 11 R 1 15 LA
PR, ] 1L-22 7] BEE 1L P8 Reg3y il AT
IR A B

EAEE R R, 76 BT B RR AT 1A B e 1o 72
, ILC3 SRy P 1022 19 F 2R, Rag™
IL2rg /N (BRE T 41 B 400 LA B2 TLCs) B YL F7
BEERFT I e P AT T IR LTE Rag” VNP
S} anti-CD90 HUiA, LAILAIERR 1LCs, ffi]1 % B
ILCs #EI5 BR )5, Rag” /N RO BRAT B R AT I 5
JER, PRSI FRAH, A I A AN B R
PR RRAT M IR+, RN,
Thx217/NFL (B NKp46* ILC3)HE IH AT LA
FEIERRAT I 1Ry, R W NKpd6* ILC3 IF A2 R
PR R T B R e il A rp R 4 2 B I T,
BEHEN CD4* TLC3 S 42 i BT B AT 1 1) 2530
0, CA SEERER CD4* TLC3 BEIEBRE, /N BUS
P AT RAT A S PR E T, Jb4k, CD4* ILC3
T IL-23 {5 5 A3 0 122231 F5 k832 4k
(aryl hydrocarbon receptor, AhR)/E A JE#2 ILC3 )
R SN T, 78 TLC3 HEHT AT B IR AT I s
RAE—EEH . AhR JEAIARE h Z 3k A ek
ZAn, PEARES GG, S B Az . %
PG A AR 1R R, iR R Eik, 05T
HAEEN X ARR 5 1LC3 B TIREAF G P &3, XFF
AhR SR BN, A 11-22 2398/, AhRIE
i1 5 RORyt WRRIVEA, #aiil 1L-22 3Rk, 55
&b, AhR B B9/ P CCR6™ TLC3 4 i K ig
R, 43U TL-22 (2R BRI, S 80N R
BERRFT I S ik, PRI, TLC3 AT LASE 3 430 1L-22,
AT 7 A0 BB B R 43 b 45 Ok s il 40 e
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BERRAT T 1) 2%
42 ILC3 fEREDIKREFSMNERXPRIER

NEHARGFEEVDT TR S R R —
v B BRPESENG o FRRIE L XKt R TS
JRAE, R E — HAE RIS A/ MR R, 4R
1, /BRI VD T ER B AN 2 80073 i 11 1 i 3
WAL R IEREE, M5 ke G rEERm,
T I TR 4547, X SEE AR 5 N A FE AL
UOT TER BRI, A WFoE & 3, /N B R R
AL B 5 PRV 1T BB AT LG /N 25 1 R
W5 AT DU TR A AR FE MV T T R 5 |
R AR, FETIIREFE R T 404 il
I ER TR RS 1) T2 G e AN, R i 30 A R X [
A Wk ELARI R ARIESE, AATTA B ILCs ZEVPTT G
DG R B AR

TFN—y S AR V0 T EC AT 11 35 L 240 if PR 1637,
A AT AT A I A ) 0 TR RN, AR E T 40 i
M 107, DA T2 ol 200 P A RSS2 21 R IR, TFN—y
S5 G 3L T A0 e L g 1 A AR A B Y TFN—y
ARG, FTUME IR 0 . BRIIE, TFN—y A UfE
A G g2t T AR PRDR 200 BE RS 9 43006,
5 R R

[P 5 94 5L 40 2 TRN—y 72 A ) 35 R R
Rag2™ N2rg [ H AR %) 736 TEN—y (12
I H, EVT TR BRI Rag2 /N 5 anti-
Thyl FiARR R FTA ILCs 40 f0)5, /NERLJC TIFN—y
FRAERE VBT TIRABGY J IFN—y B AR 5 H T
AR JEAR A4S, KA 5T A NK 4i i 2 J
eI TFN—y SRR, SR 1LC3 L 3RIANK 4
ZAKUN NKp46 A NK1.1PY JEmFsE & & B 1LC3
Z 5ET TR AL G W/ NaEs s b . TR
BIRL)E, K2 80%M IFN—y S NKp46* T-bet*
%) 1 9K L A L™ A= 7, A 20% 1 TFN—y /2 FH
RS NK =AM, i g5 s — A BIRORyt
fate map /NF(ZF/NBUAR N 15 RORyt 40l 2
] B} AR LT 2R 1) B IF L5, & Bl NKpd6*
T-bet* ILC3 7] LU IS T RORyt F=4: IFN—y. 73
AN, T TLC3 1Y IFN—y 355 /N R0 1 18 R AE
SIS, I, TFN—y & 78 Ik A AE 5 i 1 43
WA TEN—y F2 1 BB V0 1] EC A e, (HR A iy
TFN—y 432> S 30 18 R 1) & A

5 ILC35B85%ER

SEAEPE i nflammatory bowel disease, 1BD)

WGBS I R A B B, & — R & ml
W B S5 0 A TE RAEHERE, 1BD T4k
RIFHH BT, B RO A e R
[, RS B R AR XS IBD & AR i ELAA R
A1, H B AT IA Y IBD B & A S 5L BREE i
A W I A B A G 98 /KT A ] 1 By,
ILC3 5 IBD [ &R JEE AT 4y W R
B, TLC3 AT LB 4300 GM—CSF M IfiH 55 K i B
ANME, 55 RAEM, LA, ILC3 iR AT I i 43k
IL-17 Fl IFN—y N fpiE RAE . A, TLC3 43
() TL-22 DU R4 VR, A BRUR A TR AT 1A Jk e
BERY R TLC3 $2 B AZ 40 LA 5 ) 43 b TL-22,
INERARREE . DRI, TLC3 X A1 s e A
Tor A, ARt —2 ik . HEFIAIN, %
B HF miE vh, ILCs MO%0H AR B E# A
SR e R A G iE T ILC1 £ H I £,
ILC3 BB/, 3 H 1L-17+ ILC3 ¥ £, 1 IL-22°
ILC3 Yk /b, #E/R ILCs FhZR AR 1k v] GE Fl g 2 1AL
R &R A S RN, IEH /NRAR P TLC3 ik
MHC 11 2643 1, 3383 MHC I 285 T 4E 5 LA
TR, BRI AE; mive 2 B A 1LC3 MHC 11 2§
Iy FFIEFIH, Thl7 Ui £ed, R ILC3 25
F 7% R I e i A

6 ILC35pELR4E

HHETHF5E & B, ILC3 BEA Ui Iz, 1
ATREAERE IR ) KA . A MG ALIESE, 7R
Z LAt NKpd6* 1LC3 7EURF] IL-12 (5%
Ji BT LA b R b o 4 b B o T Rk, I
SEH Z I A AN 2 5 BIPIMRE fa g e, SR
TENAIE H, TLC3 & 75t & AR 4T e T AT
FRFIE A 20 TL-22 4 TLC3 78 2 Rl e 1
HR B R R, (R AE SRS IR AR T, 1L-22
SR PRI A K, R TL-227 TLC3 Al ES 5 3
i T ot AR,

7 #iE

AR, A b B A AR S A B & LA B X
FLIRERIIFFT, AR KRR BE #3181 WIFIT 3 X G 9%
REMNAL A R E AU S SRR &
DI AL RSB A R R EEEN . =
T A5 K AN TLC3 £ EM T il v, e 4k
RN RS TR N7 18 s S A SR e S5 ok A vp R
FwEAEM . 1LC3 Al LU ) 2 i MHC 1T 2843+
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T O RE, (R R A AR, M
Aed el iETa A, AT LAE 2L 53 W 1L-17 . IFN—y DA
Je TL-22 HEAH iz 18 S0 T 1= 2%, AN 3 2L 4t g
K7 Rl B AiE A B 9806 1BD &4 & A G,
BEAR, TLC3 i Ji g 114 & A= mT Rt i 310U AR
SR TLC3 W] & $5ax SeVE L, W il oA 85 DL &
JV T ol 22 2 0 Q0 A )R 45 [ A Ak L A L 1 T B, OF
FIAT R . MERRSAEZ RS
F Wil ey R 220
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