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# I B A H % (innate lymphoid cells, ILCs) 2 # X I #H & R % Rk R, EAF LIE B BT R
AR ET OEAEEE BN RABRT T4 BT 5 08 40 LB F BRI 09 £ 5, LT oA LA R Bl 4
TR 1 A ILCs, [T & ILCs. I A ILCs. ILCs ELLL P 5 7 i, I 7T L Jm a1k F B ), 00 % A fo 0k 4t
Mz —, AL ERHILCs £F S A AL F LM eF B LR AR KRB & 2 R A s A R iE R A
T A Jead A2 WP 5] K G S 9E RS O W ) RATAT R B RS AT SRR, § A ILCs AR, AR R BT
EO T A RBEER

K B A S I (ILC); & SRR 4 A4 B K B A 2 (SARS-CoV-2); »F B if At & (RSV); i
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Abstract: Innate lymphoid cells (ILCs) are newly discovered members of the lymphatic system family and
play important roles in mediating immune responses, regulating tissue homeostasis and inflammation. Ac—
cording to the differences in effector function, cytokines and transcription factors secreted, they can be divided
into several different subgroups: type I ILCs, type II ILCs, and type Il ILCs. ILCs are widely distributed in
tissues and may be one of the first cells to generate an immune response during viral infection. This article
mainly reviews the latest research progress in the development, typing of ILCs and their immune responses
in the process of severe acute respiratory syndrome coronavirus 2, respiratory syncytial virus, enterovirus and
other viral infections. The immune mechanism provides ideas for the development of new antiviral methods.
Key words: innate lymphoid cell (ILC); severe acute respiratory syndrome coronavirus 2 (SARS-CoV-2); re—
spiratory syncytial virus (RSV); enterovirus; immune response
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SR I R T ERA
1 ILCsHIRE . ABRIIBEES

B TLCs A 3 DM MLAIFIE: Bz S2H i)
1% & A (recombination activating gene, RAG)HX i
TS24 EHE; ol = At bk U 248 R 28 AH DG
Y bR, ANFGE T Aiffesk B 40z 41/
B cell receptor, TCR/BCR). H4f TLCs %0 DI fiE |
JIT 53 VLA DR F- R R 1 e SRR T 22 5, gy
3 A T AU TLCs . 1129 TLCs M #% TL.Cs. Tufa
g 3R 13 cD4s M CD52 A9 A 2K CLPs (CD34*
CD117"04B87Lin")E XK ILC BIA(ILC precursors,
ILCps)Fl NK tHAHMEL(NK progenitors, NKPs)o ILCps
FEAE T CD34°CD117*4B7Lin CD48*CD52 V. ff
W, BEAMEZ RN TLC1s ILC2s F1 NCR+ILC3so
I, TEAR R 7 AR T Z AR E S e S T,
SER MR AL L0 25 2 AN [P AU Y TLCsH

I A TLCs B AE 2 M F SR 3 5 4 (natural
killer cells, NK cells)fl ILC1o NK 4Affi#i% Eomes
F T-bet F 5K+, SAMEENE CDS*T 4 HIAH{L
ILC1 /2ARAMMEREPER T R 1LCs, A4 -12
(interleukin—12, 1L-12) IL-15 .IL-1893 % J5 /= 4=
y THEZE (interferon—y, IFN—y) FIRIIRFE ] F—a
(tumor necrosis factor—a, TNF-a), & %IH T-bet*
Eomes™, 7EIIfE L5 CDAT HiBhAMME 1 & (Th1)AH
i, 1A ILCs 25 T BUIRSRGen 2, HAAPU
AR S A SRR (L 2 SRR ) AL e DI RE

TLC2 HY TL-33 i i 35 o vk L8 400 i 2 7l 3R
(thymic stromal lymphopoietin, TSLP).IL-25 J#{{,
FEAE A LR 5 5 D4 The ABARL, 40 TL-5.
1L-9 Fl TL-13¥, HA T Sl aeg e sk B o #Y
4 A FHHUILZZ A (retinoid orphan nuclear recep—
tor a, ROR«)"*/ 1 B 4 M3tk U988/ 11 106 118 (B
cell lymphoma/leukemia 11B, Bell 1b) B4 B0, 7E
2 RUTIR i SO vh 4 F AR I, 2 S A ar
Az AU U N o IEAh, FAFGR R, 1LC2 43
WA T BLH 5 1 (amphiregulin, Areg)Z: 5 41 4145473
B,

I 78 1LCs A4 1LC3 ik B 41 20375 5 40 Jfd
(Iymphoid tissue inducer cells, LTi)o R4 1L T
ZAK CCR6 FRIL 25, AL 1LCs 7] 734 CCR6
ILC3 .CCRO'LTI™, HHr, LTi 4iffd ] 43k CD4+
LTi 405 CD4LTi 48P IEHE, CCROTLC3
YA AT AR NK RS2 K (natural killer cell

receptor, NCR)MIZRIXFEA T4 430 TLC3 AT 11—
23 Fl IL-189¥4 7%, 2235 RORyt, 43 1L-17.1L-
22 R 20— I A4 4 7 B £ (granulocyte—
macrophage colony stimulating factor, GM —CSF) F1
BN AL 7 TNF—o¥s ILC3 ZIRES Th17 40
JRLAFBL, FEHT A M A P R G (n 200 1 R L S
PRI HEA A,

Eken S50 A2 1LCs AU 2 X, ILC1 A
Lin"cKit CRTH2-CD127*CD161*CD3", ILC2 M Lin-
CRTH2*CD127°CD161*CD3", ILC3 M LincKit"CR-
TH2"CD127°CD161°CD3 . {HJE, TLCs M4 24
XFE R SR TLC2 A1 ILC3 FE—E RIS E AR T L
Ak ILc1, HILC1 5 1LC3 k& R i
M 2 SR R 3R AR AL, X AT RETIUR & 1LCs B
H—E T, ian, /N BAR NS Lin
CDI127-FI3-Itk CUAH A A, 7T L34k A 9 TLCs
DI ANTID 0 B2 G DA s WA 1) A S R N 2
JH R, BRI, X428 TLCs BEATEARY)
il AN [ 2 2 () 3208 HLA 22 S, X R U4
IR R TEATAELRSE, FH{5 B 5T A AN BT
A, HRALK T

2 ILCs EHfREREFHIER

WFFR R, TLCs 7T LU HE5 90 B LA DG Y
RIRGIEMBAFPE G, {H ILCs MEAERTREFR
Tl S E N 2E Y AR H Fi A . ARIEC A
WFFEGORE, FRATTHE TLCs X AN R 7 IR Y ) e 28 f
BT AT BRI 4. T NK 40O LT 40
JL A% g5 D RE C A A DG ik i, A S0 H 23R
ILC1.ILC2 AT ILC3 MEAFFED UG RERRGL H AYRAH] o
2.1 ILCs 5EERMMRESERIKFE 2

AT HABRGE, 2R AR AR
JIEF 2 (severe scute respiratory syndrome coronavi—
rus 2, SARS-CoV-2) i 55 40 i TCIEAE N X 43
i E AR AR AR, AN SR )L B RN B A i
AT RE S S HR AR 2402, WF5E A B, B BRI
B R (COVID-19) ™ R FE (L SZ AR B 11
PRI SZ AL, 1 TLCs S5k LA, Sk
RS2 A B VIR, WA A, COVID-
19 FAE B bR T PR (B A E R AR
SEAL, Tk BV I S B R R A, DT fih
LBV T XRIR AR, BRI R TR,
PR, A7 B AR{E TLCs RETE COVID-19 HIZ Al
1B PR —EVE
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Silverstein ZFPIFST BN, ILCs FE 5 CO-
VID-19 B PIERETT K A BB ] F1 A i ™ B
FEA G, RIS R S A a ARG TLCs B2
COVID-19 Bt 85 1) 1.78 £%(95% CI: 2.34~1.36;
P=4.55x107); B BH 1 1LCs T BEREHE MRS,
FBERFIa]E /D> 9.38 d®l, Kuri—Cervantes S5 2HF 5%
KB, COVID-19 HAE B H 1Y TLCs KV, KM
R T HE R R IR XS BE AR, Garcia 552
BRI, AR B RN R CD127°ILCs A ILCps
TFE, ILC1 F AR AR, B TLC2 HIA BT IX
s A TLC2 M CD117-TLC2 78 1 B S 4L Tt i,
HIFETEE COVID-19 BFH TR, HIFEHE T RE®
ILC2 ML T2 AR (CXCR3 Fl CCRO)FAK I
AR, TLC2 5 R G bR (D- R AR EE I
KK BRI bR & L& LS
T FLRR I AU ) KT LSRR S 1Y KA
SERASE, BERACEAY TLC2 2w 1% in B ) F 22
PRiio Zizzo SFPHGHE, 1L-33 £9K80 COVID-19 Ft
A B (RDTCRER A2 B — v B o B I SRR —
LRAEAL) I CEE N R TL-33 15 S ILC2 U4k, #%
K -8 (transforming growth factor-8, TGF-
B)HHE TL.C2 | ST2 MFRIA, ek TL-9 My A= . &L
NACIZ Vyove2 T 4iM I 1L-9 Rl A2
TKIETE, Fik CXCR3, JF#E CXCLY A1 CXCLIO 5%
ERBHFK; 1L-33-ST2 233G ERIKL GM-CSF 1Y T
YU, PIRIPTR T TP R RN, 51 & B R
iE, IFEE AT L. A IR, 1L-18 Hl#4
J£15 T NKG2DILC2 ik HI M, NKG2D*ILC2 £
NKG2D AR5 HECARSS & 0 = At R A, A )
FLAESAEN, £ Al Al ILCs 7F COVID-19
WTH IS W S5 D EAE B ST R S R
BAVER.

22 ILCs 5MRE S ffmE

W1 B A il 955 BF (respiratory syncytial virus,
RSV AR L)) LRI AR AR A A v 1 R
RECTR, H I AR ERE . 8O
T, RSV SRICEEYLMli&S T Rz 4, MY RSV &
YURT DL | e S b B 40 e R B o7 8 A
Y2 RS RAE ST RERERSFE , AR, il
HRIE BE Y TLC2 S RSV JERYL I 11-13 1 F 2R
U8, TLC2 AR ARFEE Falad TSLP A AL 433
IL-13.TSLP it 5 ILC2 F MY TSLP Z 454,
BT 1LC2, (5 IF 50 1.-13 .11L-5,
{HAERANIASE T TSLP ANRE ELHE RS 1LC2, X 3%

WHTE AR N 3R 55 v TSLP % ILC2 A3 75 2 HoAth
{554 TR RIE R, Ban: 11.-33 . 1L-25 2 R
O3 F LU e R =05 (1 = D) TNF Kk
YHAE R (U HSE TLIA), 554b, Stier SEAHF
FEHGE, 78 RSV Bl i rh, (5956 5 MG sk i
1% AF 1 (signal transduction and activator of tran—
scription 1, STAT1)i# i 4% 11.-33 H1 1L-23 #k ifij
JAFE ILCs BIRZE, STAT 15 5 30 i vl i 2 Z2 FibL
il &4 TLC1 BIPUREEEAE -4 il 06 28 9 34 AH
KB ILC2 FILC3 K. I, 7F RSV iR Gyl 2
W, ILCs JITiFs & i B R] Gosie 200, ML A Y B
B 1 A B, ] i PR ] f0 228 s B R N o (LR 3
ILCs 1 ALHT 5 (AN R 7 2% A it — 2o
23 ILCs 5iRmE

T BRI /N B R BUIE TLCs 1 2R,
BRI . 0B B B Y 175 Ml vt 5 s 440 L
AR (dendritic cell, DC)J3Mb 1L-33, JEiii7
1002 WAL AR L5 RN TL-13, il N W8 R 1k
7 £ SR ARG I TTIT i TP A o R S L 25061
W5, Pt CD90.2 AL HL AT LUIff Rag2-/N A&
N TLC2 #E5, ] H3AN 155 S5 A IR T8 5 1
No XKW TLC2 AR TL-5 1 TL-13 A g 5 %
Wi IEE A O fH TLCs SRR &S8OSR S8 st
e MThaE T A AE B0 Vashist 53k
PR, TEFIER ARG K F IS 5 TLCT (43
IFN—y) 23 i E 1N 1 HL, R it/ INEUFIE Y
B FE B ICACRE TLCT B2k 4k 7 B8 &8 B O 8% 1)
Ragl/INEARIN G, 275 B B P PE IR, IEAh,
FF 7R 37 o B R SR 2RI TLC2, Bl 2 <A =
J N, ARG ], TLC2 H R 35 1R A B PR
FH, BE0: 1LC2 SMIE) Areg A BY T2 HEflifa 245 Y
TR, TLC2 X AliS A A 98 1524 W 7E Duerr 5540
BIATF 5% 45 SR v R A A B L JE R L TLC2
FIMPRE T GATA3 K 1L-33 524K ST2 FKik P
fi%, TL.-33-TL-33R 15538 % 52 401 1) /)N BRUTE Tt S
TR J5 Il 22U Y TLCs B> il Th e A
WGE b ™ B A2 40 48 BT, ILC2 7RI
o B BN LI (00 e G A, A5 % A SR 4R
PN R — 2 (A I 2R 250 B N7, AR AR 52
XSS R R ARSI E R . BRIt % TLC2
FIRHICHIFSE, A Bl I s 7 B i - 3R 7 f
Je KA
24 ILCs 5&REHERE

Wi e R R, A KA 7 Py ekt
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Hi I Js 5 A B 14 )2 VR IR L 5 R AE, 2
NP9 B (human immunodeficiency virus,
HIV) FlAE 2 J32 1 BF3 9% 25 (simian. immunodeficiency
virus, SIV)EI"J?’%JE‘@EZ%#%?EZ#O [, =R Blg
Z W (lipopolysaccharide, LPS). 7] % 14 CD14 7+
(soluble cluster of differentiation 14, sCD14)55 i
Y1 5 iAW, SO AR e I 77 A RRE N o
ILCs (JUHUE ILC3)TE4E R 8 4l 8V bt B2 52 AN
SERNEH AR BRI, BRI TLCs FTRETE HIV/
STV SRS R ERA: Blrh ) TR A,

Xu S5 LT IR STV By TE 6 A& 2R, 2
FEZHZN TLC3 Rk R 7K T RORyt, £ NK i i B
HPEAE [L-17 0L-22 Al TNF-a. A IIFEGE,
L QIV J&, ILC3 774 K&/ TNF-a JFN—y . A E
G40 ifL R A & 1 18 (macrophage inflammatory pro—
tein 18, MIP-18), {H TL-17 /K- 2 REAR), 1245
WHE S —THF5E P AR LIIESE, 78 SIV Atk sow i
YL B] (RGeS 7~14 d), 774 TL-17 A9 ILC3 &
FL, JBRYLJE 14~21 d TLCs B RECR 3N, Jk
L5 28 d TLCs PRI AR i B Ak,

Dillon FFWHF5E & B, 78 HIV-1 18 M B R
TRIT ], 451 F23k TFN—y B RAE T NKpdd+
ILCs Bt L . Kramer SFOXIRIE, HIV BLE K
W ILCs BFE% 5 CD127*ILC1 AT ILC3 AU/ AH
Koo HIV TE/N BRI T BRI 5T 26, 354200 HIV-1
YL TLC3 #B)S, D 1103 S BUSGLH W iE
P AR S HE DL GERE, (HA R0 30 55 S0 797 1%
(antiretroviral therapy, ART)ii%% T iX —412kH, 18
[FIZ5ETE Li SFnyptoe bl A 4 &, HIV B I
W 3 TLCs W REAE B SR AR, (H
ART B BI0 A5 Fir G TLCs R 7EFES S 71
IR ; TRIB, Z AT R K R, 25 e 5 5~14 d
WANZ 2y, WA 1LC3 5 0k &E, 1LC1 Al ILC2
A T3 RS o RIRIBE:, 76 HIV SR AL
WAL M T TLCs 3800, (HREZLIbK B 4 i
1 TLCs S ARG TC ik 35 25 7,

HIV B S EILC3 BRI T B,
P ILCs AR SIV/HIV 321, FEX 24 e rp
AT AR BRI 2] SIV/HIV; #E—4 B 78 & 2R,
o 355 BB 75 10 Bh I s M R e S 3k L3 E 2k
S DR R T A MBS T 5 0 P (4 TGF -8
1L-2.IL-12 . IL- 1541l RORyt ik, Klgverpris
SEOIL R I, TE HIV-1 2P, TLCs EKiAM
BRI AR TV R S A g T8 VIAHOC; TLCs £ 2R

5 CD69 A ZUH HiAR & adB7 F Fas T2 K
CD95 HFRIBAHIC . Xu FFHREITE H, 18 MR
fAEIRS AL, (AR B iR B EE R AN LPS %
7P TLC3 ZRIAT Toll FE3ZIA 2/4 (Toll-like recep—
tor 2/4, TLR2/4)45 G, M F2 1L.C3 4iffLdd T, B
ILC3 fIF2 5 CD4*T . Th17 . Th22 4 i) /b H
H—E A 28 B nl L, HIV YL 80 ILCs
TR ST A G,
25 ILCs 5E%S

5095 BE (chinovirus, RV)ERYLIE JL B RE K & AR
114 T L5 DR 00, EELAR ) A g LR E R ANTE 2
RV H5 7 1] 5| B2 JLFE PBMCs ' 1L-33.1L-25
Feik B, AN PR BAA S TL.C2 R0,
SRR Y LB AR B SR TS, IV TLC2
Prai g3+ ST2 FEARSY, 3X AT e 5 135 H 25(0H)-
VitD3 Fl ILC2 Y& AL SC B AR T 1L-33 KB rp
FWERA G, Bk, TLC2 7EJLE RV
BRIRYYFA R R ) i R v R AR

WF5E & B, IFN—y AT H0H6] RV B (9 4)) B A
N B TLC2 BYHEEE AN T1L-13 R, W DRk
FEZRG A A, AT &3, RORa I 71(SR-
3335)A] FHLIE RV IS A IHZH 2 ) TLC2 HEAniss),
FEMR 1L-13 BYFRIR, XA FE—E B L Hs i
RV 5N T 3K BERIFSY e, X At G
T PR AR AT Bl 000 T 875 02 P 114 240 L A
A3
2.6 ILCs 5pF#mE

T 9 9 BB D A R R IR KSR ) — A K
HEN R, - PEEREE RAEIRAS, 52 M0 R 45 44
MR, LRI S (hepatitis B virus, HBV)HH
KT JRAE WP AE 53T WL 20 K AE X HBV
o SRR I BB N B . AR O A P4,
ILC1 MR OE B FE S R F T-bet BV 43 F TFN-
vy 555 F IL-12/IL-12R B% ET, M2 F,
IL.-33.ST2 .GATA3.IL-13 % 1LC2 FHH F i 7t
AT ILCL, H ILC2 B3G5 HBV #1
B RO R Y TR OGS, ST &R, TLC17E
11 2 T 9% &AL rh el e A 2 4 A S,
JF 20 2458 405 I BRI AY TL-33 1T TE TLC2 323k
1L-13.11-5, \IliZ 50 SRR, 1LC3 43
WA TL-22 FE 22 h A AR AR e, FEfg
P B, TLC1 300 NKG2A HE e, i
il TEN—y*NK 4 i 55 4E BT 75 19 CXC19 3Rk, 1M
IFN—y X} DC 43 1k S g Fe 50 CD8T 4 i
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Jash B OCHE L, Ak, BHIT ILC1 T NKG2A ik,
#1415 DC 2 1) T 22U [ b a6 B S, ] 7= AR
SEMY CDS'T 40N, AT 2 2 2 88 1 YT AL,
ARITFIFH LR EAR TG R . X AR R 5800 B
REH I TE R BRI T B Rms

27 ILCs 5ipiEikE

P27 A16 Y (Coxsackie virus A16, CA16)
VEN BB TR R IG5 22—, 5 piE T 71 5
(enterovirus 71, EV71)ZEML, 251 JLET 2 H
(hand, foot, and mouth disease, HFMD)EI/‘J F B A
T, X AR R 5 R A HEMD 9 6138 890 1] 9
809%™, AWK, EVT1 i rE B YL i B fE R
PBMCs 9 ILC1 (CRTH2-CD117+4 i, nlHEZILC1
SRS S 7 T—bet (GATA3 F1 RORyt B9 i
KR, T E AR RIS TLC1 (7539 F P A
THE AR 5 I 7 1 kg 28 XU $i 55 2.9 511,

J Y FEETE CA16 A5 EE M EVT1 iR gL it
B TLCs ZHFETFMER, LS CA16 FTEVT1 KiE
PURBE S5 T A T kB (nuclear factor-«xB, NF—
kB) 5“5 Tl RIS I R IBAH A 5 0 T,
EH FNIAT T — R INVEEREIFIT, & PG W 2 A1
T R TP Y BRI 75 2 TLCs TG AL T 75 15
E RN, B TLCs 43U A 4R
- (INF —a. .\RANKL . GITRL %) 3 Jin®l, CAl16 Al
EV71 6 EEPLIR S TLC1/ILC3 0 57 7E 4 v B
%, IR REDURIE AT IGE R A 25, TLCs B
IS, AL, B FIBAE LB, ¥ EVT1 FICA16
U B L AL REIEIE S S ILCs A1 X
M RIE(E 5o TR IR, WPt R 53 &
DC 4. DC 41N ILCs Z BB BMEVERA BT
B A /INERUS T AR E Xo P i U 9 5 43 M
N, ITEVETE ML &2 $57 5 2 T B SR 5 I 7%
SR RO A e

3 RESRE

ILCs R —REAAE B AR T k240, 7Eik
PR 1 RAF TR SR IN T K B IIRETT S K
SRV UL 2 ML RS 7 P 9 2 0 A R R A AR AL o
{H ILCs =2 N BR BB A 48 B A4 A, X
FEEANT SRR LA AR . TLCs (49 % BUAIBT
FEL T AN TR GBI LA B Sy R Ge il 45
TSR, TLCs SR IR N 265
ANAT AN — AR, FETURG RIS AR S e R
SOMZERF S V- W VR, RS AN SE RS

# W5 2022 4E
ERAMIE S0 T o 1LCs BIE I 7= BN 43

¥, R GTE T EG RURAE JEUA F) OC BEA
ST, ZHRHEHRIAESIE R, (HAE 75
ZeJm IR, TLCs 7 A S B N2 A ELAR AL K
HALHERAE LU 7 Tt i fr I . X
LESSRBL T AW FORA B TR IS LA TR
BEPE SOV ATIAR, A B T 5 A AT
BRI o
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