chERE: 4 AR
SCIENTIA SINICA Vitae

W i

2023 £ % 53% F 3 H: 359 ~ 366 CPIERRE ) Zekal

SCIENCE CHINA PRESS

lifecn.scichina.com
CrossMark

& click for updates

TLCsAE W 5o AE T YISt f

B!, XK HE®, ol

L. VLG R PR 2K 2 I 2 e/ A dn B 24 B, B & 330004,
2 VLPH AR EBE MU S, S 330029
* & N\, E-mail: maguangqiang@163.com

Wk H 99: 2021-08-31; 4352 H #11: 2021-12-13; M%K% iR &% 3 H #1: 2022-04-13
%K AR R R S HEES: 81960808)FHVL Y A1 & 24 K 222020 4F 1 - RHIF 5 2 & (L5 2020BSZRO12) % B

HE e — M A G REXFHNAEREREKRR, FASHI A S KK (airway hyperresponsiveness,
AHR). #maug %, REFHEURARZREERER. FIXEmNERZR S, wRFEE. FEEES.
R IE R R R, e v oy i Ut e Ao dE ST AU . TAME2(T helper 2, Th2)K 2 DUk 4 4 78 3 4 vy
B T R E RO ER, S s E e X AR Th2 8 # . [ & JF Th2 A % v DA K [ 4 ik 2 48 il (innate lympho-
cytes, ILCs)# & FL, ILCSTE % "y & 7 o W 3 B 2 A ko4 A R0 B . MR 58 K 3, ILCs = 1T A 2 fig ] F1L-5F0
IL-1389 8 WOk IR, SR ETE N AENE, EF mER T REEEER. AXEEZRILCsEZ wkm + 1E A

B BOHT AT R
Kiga  HEEE, &% EE, ILCs

BE R & — P52 2 R R s ) th 2 Fh s di g = 5
ISP 98 M, A2 I s Wi 2 —, %k
I 2 AER RN R AR, o N H I 2 ik DA % g S 45
IR, P IS SRR R AR s A e T SR Gt
H AT 4 it fezms 5 263122 NP, Btk
J&, R R TR, SET RN R BT,
13000 77 B R B35, ) LB R0 2 T RN, BN R
KLR/12, JLERFHELHF100 T B K
RIS, BRI AR ZE VE, BERG VAT IR A,
H FIYA 7 B M FH 2590 DR R B T 2R R I ] 3R
RGO ik PR BRI VR T R A, X HAth R
DL IR A B R 5 NTB T RORANME. [R5 i) I

PIR R AE R R, SR N S 2 iR BTG 97 1B i 1
B AP0, RARIE, e R S A R I
P G925 200 R L FUST AN () A Y 1Y) ey o EL A 2 T .
IEAER, ILCsTE N HT a0 B, B ALk 51
Tz %", ILCs(innate lymphocytes) & —Fi i H AT
Ii] A7 e, 2 4 L A 1 S B A 3 A e 92 A R 1 T 4
Mo, Hodr 2 oNE A R, © EARER = PR R T
AR SZ (T cell receptor, TCR)FIBAUREIAZIAB cell
receptor, BCR), {H BE P8 B N i A 858, #2520, 1R
W, AR R, T S I B DL R A R A &
8, W25 HEhEME R RS, ILCsS 2 A T
A B R AU AE R R 20 21, U H R B A e
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. RIERIE 1 Fese K g i 2 ARS8 AN R, AT
ILCsEE 3 N —=RF: [ BILCs(group 1 innate lym-
phoid cells, ILC1), II F4ILCs(group 2 innate lymphoid
cells, ILC2)FIIIIZILCs(group 3 innate lymphoid cells,
ILC3). KERFFLRM, ILCSTERE P 1K A KR JE
HAEEEER, JIHRILC2, i%40MiE L K1 52 A8
UM 7 L4 A R -33(interleukin-33, 1L-33). [
Yl /> 25-25(interleukin-25, TL-25). i f5 358 55 bk £ 40
A= & (thymic stromal lymphopoietin, TSLP)#|i#,
A IG5 I A K TR -, 2R E g
HA~2-5(interleukin-5, IL-5)F1 A 40T/ & -13(interleu-
kin-13, TL-13). TL-SANTL-1338 315508 2 0E [ B AE
WM g S B AR, L IL- 1338 3 T A IR 4 i
SYUARER, TS RS, TL-S g R R A
R, BIERIE ST, AN B ILCs o e IR
TRIIEEIE,  FEIF IR ILCSTE N B i 5 6 7 T e 1)
TELERE A, $2 HILCsTR Y7 BN I 1] BE SR mE.

1 W oy 2R

BN 2 —Fh 2 Z R KM 2 M4 S 5107 R
PP, EEo NTh2 BN 5AETh2 B Bang. 2114
Z T, ATV BN & —Fh il SO 5, Tho g g/
T, DURERRYERLANfIRE N, s R s Bk EE HE
(immunoglobulin E, I1gE)& & Fh & (11508 4 15K,
RBLLE BT 2RI Th2 Y B2 I 7 J5 288 ] BV 97 12 b 2
Mg RCR LG, AETh2 B BN = B SR y5 4. IERESE
RS, (VA DERERRMENANIRIE, ToIgE R M K
Th2Zi I Z 5, MRS R RLE] L I PR E AT
A FRRRAE, B R 2R B AT i — DA o A T A, AR K
JFRAERS, Th2 R RG 3 A LR e P e A L B R
PERENG. AR FORIN, R RO R N AN
I3 A R R R 20 A B D T R BN, REIR— %
T R T A ) JETh2 7R I FRA R L A
L3 A PR T B PR ity R PR A O R B . Rk
1 e A Iy 5 ) TR AR AE 2 9% oA K I
W, A 40%~76% """ 20194ERF LRI, L,
R 5 5] KRN, N LB R R I R XU 8 0
40%, A )L 25 I ) XU B 2006 A S
PR B TR DA B AR ) S0 T R A2 I R B 2
w1, ST R B A A SR B AT ERT 4.
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2 ILCs%4pk

ILCs&— i i i il = 1 3 () 96k B2 AH 40 B (common
lymphoid progenitor, CLP)/ B Ifij 3k 1 [ 4 bk B 4 ffa,
brEfasr, Ba) LB NEh AAEILCHEAI M, B
ILCsEE ML, W=GE. WHiE. KRS
HRAL, 0 I 2 i R T S AR B 2 AR B v S S
TRTH S A0 RS A M BN DL R A A T, PR A
eI R, TLCs ELA (B G 2 A R (R AE, T DA Rk
g, Rk FEHALHEMESE G 18 (major histocom-
patibility complex, MHC), i 2t 5, AT e B 1
G A, AL B TFOCAIBOR 2 BIE A SCHRA & R b
P55 20 B B R PE AT D R, HEhZ A BUR R R R
RIS MRAEILCs R4 T Fe Bl T LA I RE A
7, Lo A3 EAE, group 1 ILCs(ELFFILCIAM
E R 84740 ffd (natural killer cell, NK)). group 2 ILCs
(ILC2)Fgroup 3 ILCs(f44ECCR6 ILC3FILTi(lymphoid
tissue inducer, LT)ZHff), HAILC1, ILC2LA MILC345
PS5 BIPETAHE1(T helper 1, Thl). Th2. 4HBIMET
4HBE17(T helper 17, Th17)fE4L, BAMLLRIIhRELL K
I B DR ¥ 52 AR g T R dRORT R I I T PETLC O B
(regulatory subpopulation of ILCs, ILCreg), 545 4T
4 fl(regulatory T cells, Treg)AHALA, I8 43 W4 g K+
940 s/ % -10(interleukin-10, IL-10), #HIILC1AN
ILC3 )&k, i 7 i % A6 AR K [R] FB(transforming
growth factor P, TGF-B), 4E¥FH G365, IWEMIE R
RE, RIEFEERRSE. (HILCreg /S %34 Treg i i
()R 7 1 e S R Foxp3. [ G bk R4t i B 2 d 2R W)
FAEH, MUAARPER, IRBUREIERNEIE,
S5HEBER, FRFERARRE, WREARRE
i, 5 % Fiopaims 10 e A % J s g o),

3 ILCsYERghs i Zhae

31 ILC1

ILCIZRL T Th140ME, KB KIIRes BE LM 5
K7 T-betifl 4%, /£ 2 R4 F, WA R-12(in-
terleukin-12, IL-12). 4/ 2-15(interleukin-15,
IL-15). E4HH/r %-18(interleukin-18, IL-18)%I#4 )5
WA, LS Ay TR (Interferon-y, TFN-y)
R IRFE R Fa(tumor necrosis factor o, TNF-a), 17
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TG LUK R A M 5 S ) e BE .l FILCL S
NK 48 i #7 A= RN 48 [ 5 TFN-y, Rk 8
T-bet, BIHCRIILCTENKAIgE—RIJ108 T RILCs. H
ILC1 5 NK4HMI/E R & 5 Dhfe 77 1 S3CA BT AN F, NK4H
Ji = HNK A L T A4 24 i (natural killer cell progeni-
tor, NKP) & & 1M K, 1 ILC 1 FHILC 140 fE i 4 (group 1
innate lymphoid cell progenitor, ILC1P) & & fi K. &k
(TR B, ILCIPH AT LA 7 ANKAN . NK4H
Ji = B I A 2 LR L UKL A5 A 7 1 AR 23
AAGPIR TR B AR AN LA A IR 4i i, PO i
YRR AR AARE . TLC 73 fits S5 o Sk V5 AL,
B I N, o K R A AT TFN-y BAAR
PUIIH BRI AR, 762 B8P S AE VR, a8 1L fH 28
VERTBR . 0% B A EER A A BER
K, NKYH ML AMITLCILE /) BT S 908 v 1y BoA 2
Theg, 7 W IFN-y4 HI ILC240 i i 8 5 K 1T 2 4
BT, 3 OERY . ST ILC B 75 42 i
T3 FR) 2B R v 7k — D A 9.

32 ILC2

ILC2 T 201054 =Bt R KN, FHorlar sl
“natural helper cells”™™, “nuocytesfiff1”**), “Ih24f
RT3 = A LA R P, BRI AR
B F R T GATA3 %, W& 5 700 1T B4 4n i R 1
IL-SFIIL-13, 7EPUIE USRS A EEEH, J5RiX
=R SRR NILC2. CLPIER KR B 4046 B )
ILC2, ILC2EENG ) Z A T2 R4, iR Rk,
W Wi FEAESE. Th2= B 1% 5% KT GATA3XTILC?
M4 KB UL R Th e R ¥ 2 O B 2, HJF 50 3IF 5K,
GATA3GR Y, CLPANRER B NEEARIILC2™Y. 5
KEFREIM, FMGATA3SN, ILC2MIK B MRt %
BT, ITCF1, RORo, BCL11b%:50, ILC2KR B
MG EERIERME /T ST2(IL-33R), CD127, IL-
17BREA S CD90%%, 52 4 Fi, PR Id 43 Wb 3508 73
¥, ZHRBIREBRLENHSUEE . Bk e 5
LR JREPERR . AR R, R i
VRN ) B —TE DA e e, o e Bt U5 S5 AR 7
HE S, W KEIL-25, 1L-33, TSLP, iX L4
(Al ¥~ 18 ILC2 40 B 3% 1 1 32 44, 4nIL-33R, IL-17BREA
JTSLPR, R IEILC240 M. TLC24 A1k 5 — 7
TR R 5 77 A2 K A R IL-5, TL-13, 15 i 48

S P 1092 31 DL R AR 4 3 i R . 3 — 7 T, 328
EPURA TGN, J5 BE N G N, et
AT S i,

AW TR, FA BT A AT DL S
T, BZHMLBRRA AIRagl ™ /I o A KB W P4 4 DA
SRR A0 B o0 WA B T, A3k S0 1 B, EIASBE S
ST, BN LA X ILC2 7 I B i I Rag1 ™~ IL-2rg™ /N
FEAERTER JORE, R WITLC2EER B 3 1 e A AL 70 o
HAERAERKERS, gt BRI, EIL-331%
SN BRI JORE AR AL e TLC2:32% [ 3L )4 F1COS
R SR, TLC2A 3 HE 32 204, 40HL 71 7= A2 B 5
IS, SIE SRR AR, REJILC2/EIL-3315 5/
it 05 9 A SRR o ) B B A EE AR TS b, A
JNEE B ACFE 5, BF AR /N B DA R Z (1 4T A 2R -4
(interleukin-4, IL-4)[/NER, YA RILIE® Th2 %%
P, T HR ZIL-13 00/ B Th2 G B 2 B 208 59, 3t —
A o M R BT C2 K 5 A TL- 13 AT 4 FH T 44 2 IR 41 g
(dendritic cells, DCs)#& [fIL-135244, {2 #CD11b" ¢DCs
IR RS, i knaive T cellsZfb N Th2 4 i, o]
PIMEHEIRF4'CD11b" DCs/7 A #afk K 1 (C-CFE 7 B i
CCL17, %5 2 ) Th240u. 25550 K 1, ILC2oKJE
(PIL-13%F T DCANAE TG4k, I LA Th2 4 A i 74k
BA7 B, ILC2AE I 48 5 h i T g
22 IR ARE M RS R, A TR R DR AR B R R
e B AR P~ R T BR R v T ILC2 40 e rh 4 B
2 AL B (histone  deacetylase, HDAC){5 & i 5,
S S R FGATA3SRIA, MM HIILC2 40 e T RE,
XA 34 8 i LA g D,

I R 7 & IR, Bl M5 24 his, B e
PRPILC2 I BNt S A s A L, EE
W ity £ 5 YRR I ¥ 7= A 41 B IR TL-S ATL- 13 1)
ILC2H R B ™Y, SR AMIEL, w2 s i o
TLC2 W 48 fin, 1 LW R AR 440 it 1 iy 6% 5 L v
ILC2/K T 52 3 v T AR mE MR Mok g i e iy 1 507 R
ILC240 g 5 i 5 2 VI AH O, BEAE W FLIR AN, RN
LR NAH L, B 3 TLC2 7036 11 AL 40 B A+
TSR F T AE S5 S0 T 0 S it ey
B MILC2i@ i b i N R AR KR 52 44 (vascular
endothelial growth factor receptor, VEGFR)F X, {& i
W R P b 4T IR, ARCTR 20 AR 20 A B ¥ LA S DC AN L i
1, AR S N M A GEIL-33
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ILC2 % 3 19 m, ILC2I8 3 7= A i [Kl - IL- 134 10 b 7
4 43 WATL-33, TL-33 X 1] LU ILC24H fg 3 i 52 14
EFFILC240 M, it L4k sinbIfsE, R 2
IL-13, BIRFEERIGEJOE". DR LB, e g
PR A TLC2E R B A N B 38 0, ILC2sfER M2
B, (2 sk LR AR AL, 1 TR A R, e
Wi S A R S, AOEHIL-25 8 E N, wTRAR
TETEACILC240 /0, R 1K E. TSLPAH 2 it
TLC24H My A0 1 B LA PR 7, 7R A A8 3 1) <
TSLPERIEW BT E, HTSLPRIAME, Ffi™®H.
H TIPSR FRE 7 o B 3 S5 R R A iR T
Wi, IS AW AT LLGERE K 2 B0 N Pt , 1B /D500
NTEK. BRI, B R SR mT DA 80 il Th2 41 i
Dige, HEAARA AN H TSLPHE 4L I TLC2 41 i 2
B AR R, XPHE R R GTT R RUR 2
B, SMEMRIL-13T ILC2f/KF R 2T &), iy
Wl R TR TR YT RO 22 e B, AR IR K
Fe U R AN A Th2 4B B DhRe, (HILC240iuThRe A%
S, ARl R T ALY IR R AR R ThAE, 12
FNILC2 AT BE A& — L2 I Wy 95 N\ KB B o I8 3% B 2 N 1
R E R KDY ST A LA frf— BT

ZR b, ILC240 ML B i DL 3 Fh 4t g Kl +1L-25,
IL-33, TSLPiEAY, HfAb J5 ITLC24H B 73w 1 g AH OC
(1) 98 i PRl F-IL-SFATL-13, i3k 98 JiE M 4 H i A A=
RN, (R AT DL B 4 B ) $E i DC AR gt — 0 4k
Th24H i, PRTLC24H B 7 o #8501 2 i 5 s Hh R I
WEIEThRE. RN B AT R, IR R
PG TT R N R LU TL C2 40 A 8 1
TEVRYT HE 5.

3.3 1ILC3

ILC34H i % B FITh e 52 #4 3¢ [A T RORgtif ¥, &
A AL M KT A 4/ R -17 A(interleukin-17A, TL-
17A)F1 40 A 2K -22(interleukin-22, 1L-22).

CCR6™ ILC3: i%KILC3 & EARIR 40 f e 1 2 A5 %
EERM AT ZE, /R EINKP46" TLC3AI
NKp46~ ILC3, AMINKp44™ ILC3FINKp4ad™ ILC3" .
ILC35Th17. FBIPETANAE22(T helper 22, Th22)4 i
T AL, KB I fE A2 5 B0 5 3 KT RORgtRI 5
FFJ& %2 (aryl hydrocarbon receptor, AhR)IA#E, K&
FAAITLC3TE 40/ % -1B(interleukin-1B, TL-1B)F
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40/ & -23(interleukin-23, TL-23)§ill# Figtk, %
b JE FITLC3 5 B WA IL- 17 AFITL-22 S5 40 B IR 7, A5 I
etk i R B AE . BeAk, ILC3H AT AT g
EE, AR RS e e T A Y
PEAL, Wt B B PR RBRRTIR GO L,
FEF B e rh oA o ag™ . $adE, 1LC3 51
JEH R AETh2 Y B (1 R AR R R %, R IR & (high
fat diet, HFD)5 S AHRBEAL, AR AR 4T HAEHL T A\
FAEEFEDC I AETh2 B B R, A0 R B, TL-17ATEIZAE
JHE R /)N BB Pty AS 754 v B S8 498 o, T - 1780 P JIES )
RO BE 5 S 20, DERHIL-17A AR RERL /N R 55 R
Wiy RO, JEE R — P SRIG RI, ILC39ETh1 742 /42
IL-17AM E BN, D4k RIL-17A7 ILC3sTIfEER =
3T P S ) A2 AR /N BR AR S AHR. IR PERL/N FRILC3
YR TL-1 RIS 5, KB WAIL-17 AR /N B B2 A
KA A, TLC3ERE M JE R 75 BN BT I F
g AR THE, AR5 B HDMAL B
AN, 5B AR R I Y8 N SRAE B, JERE/N BRI
HZULLT" ILC3HI4N IR AR B B4 0, W FHHiCcD9o
IR BRILCs, /1N BRI I B AT 280E BH R, i
BIILC3 Al BE L AR RE RN S R s B e =D &
I ARAFF 78 R B, 5 R R A AH L, B BN ) L2 40 I
FITLC3 L9 5 38 T, IL-17AFIIL-22 mRNAFEIL F
W LLERRR ISR, ILC3 R E AR A R T
2 551 B R R 1) R AR R

LTi: FRCCR6™ ILC34F, TLC34HHL IV FEE 5L Ti
S, 1A PR 201 2090 ARMIT T R I, 7E IR NG
T I/ BRI EL 5 TR A7 7R (R R B RS /N BRI
LTi ¥ Fikc-Kit, CCR6, CDAZ%E /1, (BB = 5
RN B M 52 R (natural  cytotoxicity receptor, NCR).
LTiZH il SILC3ZH M fERORgt i+ N K B I, 1%
105 23 WA L Rl T IL-22 F1IL-17A, S 5445750 i
A5 PLZFR —MEENERE T, LML E
PR EEDRE. BT UKIL, CCR6™ ILC34HM K
B R E K FPLZF, fEPLZFRIEE S, HILCHIA
41 ffd(innate lymphoid cell progenitor, ILCP)K & MK,
LTilll tH AN ZRIAPLZF [ B 7440 ffd (lymphoid tissue indu-
cer cell progenitor, LTiP)/& & ifi k1>, ILC34H il 3= F1E
T R AR, MLTign i £ 82 5k a5
. fEMEAR R B iR, LTin] DAEEFL IR 1 32 A4
NERB BN IRGMEAL, S 5. PR HAE
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1~2JJ5, LTild 5 s 2 man et EAEH, 25
B /IMATE . B4k, LTith T LA i 5T, B4 AR
HAEH, 5@ M vt 8z B, MILET
LTi-5 BN 7295 0 2 IR AR GRS .

3.4 ILCreg

ILCreg 2Bl R —FIILCILRE, Z2R40 i RIL
CDI127, CD25, Sca-1ZFILCHHIEMEFE [, HARIEHE
[Al-FT-bet, GATA3, RORgtLL [t Foxp3, £ F ik 7k #4
KA F1d3MSox4, AT 2K IAILCsF Treg.
ILCreg B # f 2L [ 4 Bh 5l K 4 bk B2 4. 41 ffd (common
helper innate lymphoid progenitors, CHILP){E #% 5% [X 1
ID3 (% & B K. 240 i 3= B i o s an i A 1
IL-10FITGF-BA A 671 [m) S B A 15 E H, TGF-B1n] 4E%¢
ILCreg 1 & K7 1% A48 58, TL-1000) A #0HIILCIAIILC3
AL, HET R0 B X PR A 2 5 0 i A SN, Kt
i B Ry e Y. F4E, Seehus® NP HF 5L R IL T
i ZHL 25 r () — BERR R IR TLC240 0, %40 i mT LA AR 1L -
10, Wean 4 NILC2,,, Z4M A FiLFoxp3, Rik
Thy1.1, 7E i 98 R & AR Kk Je h Rk 45 HEAE A

4 RE

LR PR, H e RO 52 % D, DR T
FORFNLAE], F R AN 7005 2. ILCsPE Ay — Mo i) [
AWEAN, BABLLK, CHERIELE S MR AA
HE B, JOHA SAEVEIR, X IX LRy 8 40 A 1)
W FE L e BRI (1 5 ety R 138 K LA, n

S5 3k

W i 38 B V2 R — R Th2 4 BB S B, SR
M, i) UAET, BEILCsA BRI R I, A2
FLR B, ILCs2 RN 4R +IL-5, IL-13FIL-17/1) =
BURIR, W] BB AN [F) 2RI B (1) R 8. kA, ILCs
I T S5 ) A 72 241 PR 7R I i w1 ) B, 4 4, TLCsT]
I I R SR P R BE TN TS AL, BT BT
Y. DA, SR FUTLCSEEM BERG 95 iR F ML,
A BT 1 5 B R T FE YT B bR, TLCsH R B
I 5 B R (1) R TRATL A B iR 9T SR A TR ) S

it RET T, BHFEEIFILCs 5 BN K7 1 ¢
2 T EERANBM. SRR, ILQ2TEESE
DA TR PR 20 IR 1 oA 32 1 3 i I i 1) R 93, TLC 1/
ILC3 A A i P B2 I (1) A, TLCs-5 B R 1) A=
R YIRS, (B H-T-0F 7R AR T 7R R R 1,
TLCs X 3 2 248 TR0 2 i 52 0] (4] 3 AL 1 AT AN V75 4 A7 A
G+, WILC1AILCregfE B H (1R FH AN B, 16 75
IRANHEFL. TLCs 25 F 0 2R 7 B2 ity 75 98 HH 14 AH L3 15 A
SO AL IS it — DR E. T ILCs S T4 AT
TEARZ A A, R & K DhRESZ A [F] (154 3% K71
P TSk S 2 AR TR 1R 4T DR DA R AE 22 Bl vh Ok
FEARBAR D RESE, 1 H v A R IILCs 57V A 6 4,
SECH UEERG R T SRS B Z R T, R A 2R
FYRUR 2. R, BIFFTILCs T B S 1 R L,
FIRILCsHFE bR &, AEIGTT H i ME LA R
FIRERG R, BEAh, ST ILCsTEREm oh /R ik £
BB REZ NN REI P, AR
NG FRTH. Rk, TEILCSHEAI AR T I i 4
U, B N FHAT RS AL

AN AW N =
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Research progress on the role of ILCs in asthma
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Asthma is an inflammatory disease of the airway that is prone to recurring episodes. Patients have clinical symptoms such as airway
hyperresponsiveness (AHR), airway remodeling, increased mucus secretion, and airflow limitation. The incidence of asthma is
affected by many factors such as genetic factors and environmental factors. Asthma is mainly divided into allergic asthma and non-
allergic asthma. T helper 2 (Th2) cells have long been considered to play a key role in regulating the adaptive immune response in
airway inflammation. Allergic asthma is also known as Th2 asthma. With the discovery of non Th2 asthma and innate lymphocytes
(ILCs), the function of ILCs in asthma has gradually become the research focus. Recent research demonstrates that ILC2s represent a
crucial source of cytokines and could regulate the adaptive immune response in both allergic asthma and non-allergic asthma. In this
review, we summarize the latest advances in the function of ILCs in asthma.

allergic asthma, non-allergic asthma, ILCs

doi: 10.1360/SSV-2021-0328

366


https://doi.org/10.1360/SSV-2021-0328

	ILCs在哮喘疾病中作用的研究进展
	1��� 哮喘分类
	2��� ILCs分类
	3��� ILCs在哮喘中的功能
	3.1��� ILC1
	3.2��� ILC2
	3.3��� ILC3
	3.4��� ILCreg

	4��� 展望


