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Role of innate lymphoid cells in chronic obstructive pulmonary disease: a recent progress
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[ Abstract ] Innate lymphoid cells are an important part of innate mucosal immunity and participate in immune
response by secreting effector cytokines and regulating the functions of other immune cells. They are similar to T helper cells
in transcription factors and secretory cytokines, but they also have some unique functions. Different innate lymphocyte subsets
play different roles in chronic obstructive pulmonary disease (COPD) according to their respective characteristics. Compared
with adaptive lymphocyte, innate lymphocyte is relatively less in lymphoid tissue, accounting for only a small part of lung
immune cells, but these lymphocyte cells play a crucial role in the development and progression of COPD. In this paper, the
role of innate lymphoid cells in COPD and the related research progress were reviewed.
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KA A A E SR FPUR ))& COPD & 4=
KB FEZRH, EITRERTE & KGEF/NVIE R
i, FRRERAEY BRI, 1 U RERR, i
SHEOMS . PR, KBNS 51T
B E ST 20 (A VR B LA IR PR i ) 7= A VR,
XL R AE A 55 COPD 8 35 Jili 5 (14 1 4 7k i 3K A
5, I LI | T E RS R A EE
Uk, WA FE SRR ) 7= A ) S A A T
BRI SUh 5| & 2 I R AE RN, 4T
COPD i FREF AR o Se TR I 0 i oy 225 2
COPD RAE I HELAL, 75 COPD 1) & i L] bt 6
YER, 2o B2 R M B gt . R an it . A
GEAR AN B ik B A s 7 Hep g A R
HHZNAE R R AIE N R FEOR IR —, BREA R
W AR | A0 TR RN T AU E FISb, 77 AR R AR 4%
FEN FEAESE T HA R AE AN A AR, A 4
JHo R 20 DG B A I RS B RGA, I
WA PURE RIREREG (SRR A ) kR
R IRREY) (EE . A R ) o XUETE
P T It B A L B A SRS 2 B
WIE] & S50 COPD (LIRS . hAh, Bcubist
TP S i G ya 40 T A3 e 18 i 2 2 b i g
Y (ALHRR SR AN E W2 ) $R TR, A
TSI A0 O P BRI ST o A s o A 2 2 o P 24
L EZh T 4R B 408, T 40itA 2 2T,
CD4" THHffIfI CDS™ T 4. CD4™" T 4 Al ik—
£ oAk R B T Chelper T, Th) 1 4ff ffd 1 Th2
YA, 5400 G se AR g, Th1/Th2 Wk
] 55 2 Wiy RIS S U R AT R B M SR R TE R
AT CD8™' T 4 M BE 431 A3 SRR e 41 it i g
YRR 5> Fo B AW = A Ig A AR g . X
SO 2 IO ARSI TS R )3 1o 1 8 SR 7F COPD
HRFEAEAE, T BO AR K5 115 It 2 2L R )
et

ANTR) T 1 R A 538 1P B 8 17 O L 4 e, il
BRI AETE A ILC, HAE i 8 5 KM Sy 15 D) K
COPD Wy kM. KIEidfevh K155 EEAEH, 2
SR N,

2 ILC #fiAk

2.1 ILC kB ILCRJETI:EIHREALL0M ( common

lymphoid progenitor cell, CLP Ziif{fd ) , iX&L4Mjfl§
BN L eSS N B BEh & B . CLP 48l n] LA
16 T AU 7 1 F1 DNA 25 G306 H 5 2 &52m
A3k A S [ 2 B 115 Ik B A 20 L ( common helper
innate lymphoid progenitor cell, CHILP #ififl ) , o
Al LLTE B IR 85 (eomesodermin, EOMES ) il
B F A gz 3 BFAER T a4k AR R
#H 2 B2 (natural killer cell progenitor cell, NKP 2|
Jl) o CHILP 21 4k 25 53 1h S itk 10 20 21955 S AH 41
fif ( lymphoid tissue-inducer progenitor cell, LTiP 2|
fifd ) FNILC #H 40 4 (ILC progenitor cell, ILCP 4
1) o TS LTiP 40l it — 20 204k itk L A 255 7
20 il (lymphoid tissue inducer cell, LTi 4 ffd ) ,
ILCP 4343k ILC1 . ILC2 8 ILC3 WAE" .

F1 #% &% (natural killer, NK ) i fifd F1 LTi 41
MR e E AP RERHE S S ILCL ATILC3 A
BRI ES, —BIFILC oM 34, 5 1 48 ILCI
FINK 40, 25 2 414 1ILC2, 4 3 415 ILC3 AILTi
AU, AN, UTAEAE R s BT — R
PEILC WRE, BN E—Fh e o ILCm T
WRELAERE R — AR, AE R EY . BRI
Jt . AT T2 AR L R 20 U5 A0 B R IR At i A
T2 IR TNE TR BT RN AR B Ak, AT LAY
AR R IR -, XSO PR 2B i D s N, A
SE R
22 ILCRF EA 6 & B4 4 ILCL A1 THF
JUE B T M TE R 9 S 2 AU, 32 TL-12
IL-15 5% IL-18 I 3 43 W + & % v (interferon vy,
IFN-y) , IFN-yillid 5 5 E2HGUREER S YA
BB 32k, fR E G A R RIARE S bR 248 L T B
2 B PN 40 TR AT AR R Y BE T . NK 4 B I B
ARG HIER, A E AT ILC, (FBIAN
7] 14 2 TR VRS sl 0 ] 52 A R R P 2 LT P A 01 2K
i 9eE 20 B o SRR AR . TLCL Y BBV AIE 1 D) R
5 NK 4 ER KRR &, HJ2E NK 4 &R
INEESLZFNURI A, PR L TLC1 HAT S5 1) 41 i
VIRVRE ' s ILCL AT LA U S AN AT T R
PRPED IS T T8 SR AR SERR AR

ILC2 fATETRRAIZY, Wil BpiE . Rk
FIEz I, VERZMLT Th2 4uf, 2 MR sk e 4
Jitd 4= 1 Z ( thymic stromal lymphopoietin, TSLP) .
IL-25 1 IL-33 3 8 73 b 2 B 40 i[5 7, 4 14,
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IL-5, IL-9, IL-13 FIRUR T & [ o IL-13 FWH
WA BB i AR SR S | R i 412
B RS AN ILC2 B2 E TR,
{HW# 2 [6] CD44 1 CD161 B A TE AT . /N
ILC2 % ik CD44 i A~ 3R 35 CD161, A ZEILC2 NI AH
F2 M AR TLC2 X IL-33 1 IL-25 S A 0L,
WEEN R 24, K25 I1L-33 K Z )
ILC2 WPk A RIRILC2 (natural ILC2, nILC2) , &
55 1L-25 [ o] sl 7E T HUBL B 1 22 Y TILC2 PPk A R
#EILC2 (inflammatory ILC2, {ILC2) '/,

ILC3 FEMA REIBE. Ke k. il A i 2% B bk 12 45
mEEE, EHZEMIT Th7 4188, 21023 5%
IL-18 ) 8 7= A IL-22 FIIL-17. Ik 4b, ILC3 if BE
FEAT L2, IL-8. R AN A - 5 IhE 200 e A 7 R R T

( granulocyte-macrophage colony-stimulating factor,
GM-CSF ) 1 TNF-o. 2540 7' LTi 4H i 5t
FHGUAFAHARA, 5 ILC3 —FE23W IL-22 FIIL-17,
JEAlE T FRM R A S A ik
R PZIRLEES, MR OEFENERT; TERA
W, LTi 400 SR T RA TE BB, BBk el s
5 B AT ke e
2.3 ILC EMR3Re) T Aedd 5 BEG WIS IR A,
ILC 7E il &8 1) S B8 A P B ke b 3z B F A, Al v
K25 60% A ILC J& ILC3, Ho = & A9 ILC3 2
H AR 40t 75 4 52 7R B P %9 ILC3 ( natural cytotoxic
receptor negative ILC3, NCR™ ILC3) , ILC1 Al
ILC2 43 51l &5 10% F1 30% ', TLC2 M 9K B & R
Z, (Hi o 2 BN A gV E K, 7E
FERME IR b R AR . bt
95% I ILC A 25 RE A i, =it s 5 3
BN SRR RS e, MR ], ILC o m]
DU B bk L2 B R S A 75 2

T ABF T 45 R, TLC R B R Y5
O 5 T R 5 S P N ZH R A 1 e R 2 2
ILC2 Zr i AN IR 74 Bh T4 F5 il fa s, Hop
ILC2 73 IL-9 2 5 4 e Jh M6 L e i iy s, JF
RESE R IL-5 FIIL-13 (9774, fEiE =B 2500 A=
HAUEE , MR dE B I 8, WP S 2
B TLC2 ANWTRE S T 35 1 R 0 1 2 sz A
FLEARVERIIRAE, PR L R SRR, BRI
Uitig. BLAR, filirp ILC3 =4 ) IL-22 2 5 il
B2 20T BE B A RO 38 4 i 14 7 A 4 2

3 ILC 7 COPD hHF R 3t R

31 ILCH5COPDAR A, ZEMXZ FE—TA
Jifti ILC M FER AR E 5 s rh, B E AR 75
SBAT COPD & 'E: COPD 21 At fRAH, i i i =X 4t g
AR BB HEAT ILC WA E, B THER
FMibr S — 8 L FHE . R & BT IR 4]
i, ILC2 FINCR™ ILC3 #f 2 5 = & 9 ILC I BE;
1fiiZE COPD ZiH, FILC WRELANCR ™ ILC3 K E >,
BARC A ETHIE T A 3 i ILC WRE, (Hiz
AR IR ZE s AR AR ILC2 |, 58I T &
FELUESE | B 1RIE HURG S 5 2 S
g EEPE L SR, ILC3 SEBR bR A4
o i W L ILC A, TLC3 1 LTI 48 i BE b 5 23 W
IL-17 FIL-22, #E3) COPD Wk . #E/NR, &
WA S5 2 i 2 T B S e VR b T A ILC
BEBS, 4% 9& IFNy AT IL-177 ILC ', IL-17
BN K& COPD H MR 40 i 2 A5 (1) S HE DR s PR R,
REIS R MR A i i A B4, JE Al B R
G (bR AR, A2UEAMG. EAM3) ,
PRVEERR T WA R IR . COPD B E IR IL-17
B TR AH X BE4H, COPD & XA/ WKk
PiFE3A IL-17., 1L-22 F1IL-23 A4niassfn > . 1Le3
43I EY) GM-CSF 7E i S E s . APt
BT RE L K i R R R e A T E e T
ILC1. Thl 40M0F1 CD8" T 4HMuER AT LA IFN-y,
TFN-y 38 12175 S il o6 5 s &40 e ™= A s 2 A —
FALRFBU R, 215 COPD &bl .

32 ILC5 COPD =&##/E6# % Blomme %
MR 18 S ZE PR A 4 BRAE 1 ( global initiative for
chronic obstructive lung disease, GOLD ) $ifF58 X4
Hif%) COPD £ ABE50 GOLD 141, GOLD 141,
GOLD T ZH, ¥ i 5 AR50 AR 2 . AR 4l
AR, B 22 e Sk Fn g X 20
LA FH 45 4 19 7 5, % ILC 7 7 55 COPD ™ Fi
JE 1)1 R AN T BEAR 5 P 1E 1T Spearman #H & 43 #r,
45 3 & B COPD i # 4N H] i v ILC1 & 2 T /&,
I L5 W IR A 2R e R e AR A G, 7
£ &2 37 1) COPD /)y BB AU v, 5 00 0 55 11 2 5 I
RN T 3 FRILC W RE R BB, JLHRILCL, ™
 COPD i & 4h A 1f v ILC1 7K S B T, H
I T ILC1/ILC2 P A i ik 5 9 0 /™ i F2 B 2 1F
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R, BRI TLCT T L AR 9 9 0E 8 1 2 0
B DAL, U 55 2 R 0 G g N AT AN ]
S, BRI X NK 40 Y Dy e g5 5C b, TR
X 7N BRI 2 NK 40 i A 250 i FN D e 45 WL TR 5%
M 252053 ke A T s BRI DA S L
AR F bR EPI0 NK 40007, 76 COPD %
H NK A5 Sl S o 4 B 1 e A8l v T COPD
WA s SRR R AR AR, YR
TR H 0] I NKC 20 5 4 i 2 T AR 55 388
WY SRR Y A HILAR AR S NK 4 B4
JItE. COPD £ 3 Jifi Ff A 5 IR 4t it 38 £ IL-15Ra {5
SHE SR B NK TR, NK 202 Uk i i 25
FLEBITAL, X SIS
33 ILC 5 COPD &M imEw% % Bal 23 ™
i COPD S8 & (9 i bn A vh W22 31 ILC2 1 NKpdd ™
ILC3 PE AR TR A2 b, 1 ILC1 A4
. SEREZI A, 5 COPD £ ILC
SR AR, SE—2BRIETT R BN, ERTR A AE ],
ILC2 ] 7F IL-1p Fl IL-12 %84 H R % 4k K ILC1,
X5 COPD &M mE A &, 75 COPD MR I AT
ILC2 7] LIFEAL A ILCL, X R BIFE COPD H i ] F
1R i S Y AR, TLC2 AS B A 3 S R
2 RUG g I W AF COPD Jig il i v & 4 T 22 VE o
IF58 % P, ILC2 25 T COPD Th1/Th2 %1% 2 il
51 B8 AR SN . TLC2 ] i b 32 g 41
AR AR T 3R E 1T The BIGRER %, sl it
Notch-GATA3 i %43 IL-13 F11L-4, Ay Th2 4 il
PO ML TEREE, et Th2 BRIy i 2, i S8k
COPD 44 K BE H 2 P& . 1ILC2 AT 432 2 Fif
RIFEIZERE (IILC2 FinILC2) %, FRHLHE T,
ILC2 A 3 1% il iz 1l DA i 2 it S 20 A, 5 Ml 4 1)
nlLC2 A5 5 RAE(F S IR, COPD /)N Rifith
nILC2 FIILC2 1Y 4k it bifi 45 A A A% B2 1Y) i o iy 34
m, JeHGE L2 M BRI, T RN
ILC2 FHIEAR ) 0 Fa W] IL-13 F1IL-4 Y5R35,
24 COPD 2t Ry, TRRERMRIERRAL, Mk &
T XFILC2 [a] AILC2 F AL A EIVE -, ¥ 1
ILC2, Fffmesymaffimsese > .

4 ETILCHISARMBIAR

HE T ILC 7o fili B3 25 A5 b & 4 5 24 T B0
WFFRL AR, YT EMIY ILC RN A 1Y RE T LR

— P B R 5 AL B S VAT SR MG o HRTET Xy
ILC AT . diMuEAHEAER . 8o+ . 4
TFZ WL LB R I REMAERF S ERTT, 4T A
T MBI RN, W—Se 54T ILC Y7 ke iR
JT % S MERE A E S U R E Y L S — 5T,
ILC VR R AL P b s Pt & — > S 2 i lm R AF
FEJ71, AN ILC2 J& B34 e R e <l R AE 2 U E
WrbRY, ATRAK MR

TEVFZ2 NRIFR % h, fL450E . COPD,
SERIR A 28, TLC PSR TSP BB, AL
AR L8 32 6 240 B () 81 9 2 A5 W] AR R ASRIR Y T —
WAr. TRIEE, U ILC Al LLAE A EAG 2, 5
JUT- B HLTRHITEDE 2R BT s S 40 i sl 4
P LIIRYT IR . SR, /D BRBFR A 2L I
PRI A oA AL T — 22k R, F WA FH B s B AR
FORRE ] 4% ILC2 AT RBTEIRYT 2 B SRR Bk 3 i ™
A TR A R

H A ¢ ILC Xf COPD jRyr fE B9, &
MR RTEAL G258 (A4 B Bl . KAk B2 %2
PRSI AT BB DUR ST ) Anfar iy ILC 7
Pk L AR o PRI, HUFEKAS AT LA
ILC2 2k Th2 UL 757, S CD45RA™
ILC2 [f] 4 7 CD45RO™ ILC2 1Y %% 1k, T IL-7 F0I
TSLP i i+ IL-7Ro Fil STATS 5 S it 2558 . xS
FEFEWI ILC2 36 P mT DA 1 ZE B a7 ok s, 5
HAE IR ] R sl AR A R BE R S e . —SEfF o 2%
AR R 7] ILC2 R YT IR R GE 0 17 4%, bt
IL-4 AT IL-13 ZARTEIRIT 1B PE S 52 2 A B B A AN
W T M I i 0 v LA BB R RCR L TR,
FH Th2 4t Ea fb R 132 44 [ 543§ ( chemoattractant
receptor homologous molecule expressed on Th2 cell,
CRTH2 ) F5 PN H TILC2 Lhfig AT LIRS e £ 3
Mt shfE > . HRTA & AE COPD H4H A ILC 4T
THRRIT AR, A — 5.

5 NESRE

ILC RERS RIS I U AS I Bz, HAT
PSS . BRI AR S ShAT SR
SV BRI O A S e AR A )
AE; ARAE AR AN br S r DR o S AN TR A,
XSV A EE R A A Sl B S s 5
3R PEIR LA EAR HE,  TLC FEbk LA S AR 3D,
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