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Interaction between group 3 innate lymphoid cells and intestinal flora: research progress
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[ Abstract ]| In recent years, the research on metagenomics and metabonomics of intestinal flora has progressed
rapidly, but the interaction with intestinal immune cells remains unclear. Group 3 innate lymphoid cells (ILC3) are a
population of innate immune cells enriched in the intestinal mucosa, which is an important defense against intestinal microbial
infection. On the one side, intestinal flora and its metabolites can directly or indirectly affect the development, proliferation
and function of ILC3, and ILC3 may transform into different phenotypes and play a double-edged-sword role according to
different microbial signals; on the other side, ILC3 can maintain the balance of resident microbiota and regulate responses of
other immune cells to intestinal commensal bacteria. This article reviews the interaction between ILC3 and intestinal flora.
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Mo ARYE A IR W SR R 0 43 1) 20 i PR
ANE, ILC4fan] 53Ky 3 A fE, BIILCL, ILC2,
ILC3, AT E A2 E AR ILC3 5ipiE
PR A AH A FH A 7 R .

1 ILC3 #fif

ILC 4y 34 F B g L = E 4
154 FE (recombination activating gene, Rag) 4
oY) T HE DT RS2 A, R = SRR A AR 2 IR 24 P
R, DR AR EAEEE" . ILC 5T, B
Ih £ 440 g 2 [R] bk ERAE AR AT I ( common lymphoid
progenitor, CLP) 43 {kifi ok, 7E 4 & % % I+
DNA 45440157 2 (inhibitor of DNA binding 2,
1d2) . EHTHMEgE R 3 4% E T (nuclear
factor, interleukin 3 regulated factor, Nfil3) .
GATA 254 HF 3 ( GATA-binding factor 3, Gata3 )
AR 4R T, CLPZR 2 1 10 T, Btk EL 40 i 4 73 1k
WrfE, W ILC sk o ILC Y 3 4 WA
ILC1, ILC2, ILC3 43 %! %1% Thl, Th2. Th17 4
flo ILCI £ NK 40, k% A7 T 40k
i~ 19 T-box ( T-box expressed in T cells, T-bet) ,
g3 Wy T4 2 F TNF-o, KA 40 M oA 40 T A 5t il
e ILC2 K 35 ¥ ¢ I 1 Gata3, 1 b IL-4.
IL-5. IL-9, IL-13, 25 i dja e e o 0 05
ILC3 1 & & I MM 5% 53¢ DX -1~ 44 R A O 9IK
JL3Z & vt (retinoic acid-related orphan receptor vt,
RORyt ) Fl 5% 4% 5% {& (aryl hydrocarbon receptor,
AhR) , 43 IL-22. TL-17. ki 40 B - I 40
£ 9% il ¥ A ¥ (granulocyte-macrophage colony
stimulating factor, GM-CSF ) fil TNF-a, Z54L{A&
RS RE SN . MR I 75 3K R AR AN M B 1R A2 4K
( nature cytotoxicity triggering receptor, NCR ) ,
ILC3 7] #F— 543 NCR"NKp44 " ILC3 (/) F )
3 NKp46 ) . NCR NKp44~ ILC3 FIk AL 215
S (lymphoid tissue inducer cell, LTi) "™
5 Tk A AR B2, ILC AFEAE Rag B KA
P EHEURESZ AR, B2 R R R N TR, 1
T 32 b e A ARGl S5 200 L K% i =
A, PRGE o AR PR 7 A FE AR A8 . e gy
WA IL-22 2 ILC e A% O AU T fig . TL-22 B3R5 32 3
PR L R A0 = A (14 TIL-23 | TL-6., IL-1B [,
JI73 3 I8 2 A SR 24 L TR0 4 TR ) I R R

P IL-23, A2 ik ILC3 P2k TL-22 1 .
IL-22 5450 b R AT IL-22 ZAk45 5, N a
HOr I FE R 8 H (regenerating gene protein,
Reg ) FjtPi i Ik Reg I B Fl Reg M vy, 4 7 iE
PR e ™ L IL-22 36 AT LU kM I Bz 40
PR L A b R e e
TEln b B A 2 A M T 251 . TR IR . AR
YryifE RN AT T, IL-22 Wi /EH TR N
WA A R E AT AN G HE BEAZIK 5 (leucine
rich repeat containing G protein-coupled receptor 5,
Legrs) /N T 240 ) TL-22 2 A4 F5 i T 40 g 4
Ko A bR ARG BB | R s R
P AR

2 ILC3 5ipiam&ENMEEER

21 ILC3MAFAAREPmEE AR LTIl
R e R B TLC3, 67 B¢ MR IR B 2B JL s bk
CLZE AR R SE AR R T, T LA e 9%
fink Jl7p 1 A PR SR PR AR, AR SY 2 R, LTi 4
it A, 5 15 A58 S U A2 44 Toll B A2 44 2, I w] 3 2
NF-«B {5 53 % 35 1122 1 |, X &0k LTi 41
SR AT DL B SR o 2 B o ) A B B 4y, (HE
Y F S AN AT A, TR LT 40 i AE O 2%
PE TR RR AT LIE Stk EL 4l . IRIRSE G bk Tl S AT
L BE . NCR' ILC3 1Y & & 2 /K T i 4%
ARSI A FE IR, TEICH RAHT
A Z TR/ B NCR™ ILC3 A 80 M H R ik iy
IL-22 /Y o (R 2 A G B R LE 2
(/N 2 B NCR T ILC3 (8 I A4 & AR A8k,

T 7E B 38 TR B 8 A S TL-22 R 3R0d /b, #8118
FEXT NCR T ILC3 Dy ReA M/ F s 2438 1 e e
= 5 b R A2 AT o B SRR )V FH e s,

NCRTILC3 %2, I LR IL-227 . =il
RLPERREANAE (T, BWREL4NAE) A9 Rag ™ /R &
WS A e e 2 T H, W98 R BRAE P- e8¢
Z MR 1 B2 /K 1 (P-selectin glycoprotein ligand 1,

PSGL-1, LT PR Selplg, 7T 47 53 itk I 40 g 28 R 4
X IR R bk LA 2L S i AR ) B
) Rag™~ /INELAR TLC3 B 020>, R O
PSGL-1 B[4 T 8. A Y Selplg '~ Rag ™'~ /N5
Rag " /NRIL SR S PR R R0, Rag ™ /NELAY
ILC3 Wi/, B 40 Z A Selplg ™ Rag ™~
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/NERCHTLC3 B T AR B Wk 2. BF 5T N B A o
16S rRNA Il J5* & 3 Selplg " Rag ™"~ /)N Ui P 11
EFT T A ILC3 B0 . b — 20 WA /N R
YEAT Selplg™ " Rag ™~ /NRBYZE AR K I, BF AR
NI AR RIS ILC3 Bk b, X PR R AT s
X ILC3 4 e 17 00 i ASCAE B B e B 1 /N B & A
ILC3 32 3] 738 B PE e e i f 4 2 o B, ILC3
Z 3 3B AR, LR RS S AR LA
GRERAS K b W IARBE B ks e A= ARk

25 i TR R R IR B T AL K AL A W
FACH T N IR R (IS SR, NRAT
M2 ), JHERR IR A OOR PR RRIR, 1 HAETE
LRGN R EMINREPRE BN . A
HERR 7R (4 52 AR B AR T R 24K 2 (free fatty acid
receptor 2, FFAR2) TE45 7 ILC3 K fm Rk, ©F
YR PR, R ERE 1T FFAR2 s v b 4 i 3245
& RAREFROIAEHE R M /MATE L . IL-1B B, FFAE
HEILC3 ik IL-1 324K, ff IL-22 43 WA38 i, AN
I3 I5] A7 200 B R TLC3 188500 1 3 KR ME R T IRk e
B A G e I 5 TLC3 S PER SR FFAR2 17N R
( FFAR2"™) CCR6" ILC3 %itH Al TL-22 7 A= 24
b, SRR VR KA AR s b, DTN
FRMEREM R [, WIS TR o FFAR2
BBh ) 5 /N BL45 I ILC3 A1 IL-22 FEA 36 A0, % iR
AR BRI I 2 % T SR B i o /) B AR 1
P AR R B, TR RN ILC3 K IL-22
e B SR P A RS ST I,
3 8 BB AR PR M ILC3 ke Fn ol i 25 412
HESAN I XA TR, OF HaxX R VR RS ks e
0 R 1) LR 25 O

Ji 3 AR A T LRI FH P 3 D9 B9 7 3R 0 B
ILC3 {fE. AR J& ILC3 ZE5A A7 M RE A B 4%
SEHEF, HEUATDRIETAEG Y . 89, mE
2R B L A LR T LA o R AR
AT A | -3- i, )5 ED A ARR FCAAR, il AR
ABR [ ILC3 KA 1L-22 §%5%, F=HERY 1IL-22 —J7 1
Hedr & N REE A A, 5 — T AT E A AN
FUSERE AR, TR B 00 52 S0 1258
17 T TR A (1% B0 R 245 R I 2 s T ) 9 A% 1T 2 AR
b, X IR IL-22 19 & & WA A Wb i . 7
10" B g i i 2 A o R e K& 2yt v
i BE HH R TLC 15 1 ) AR e P P ol ) o e — T T

PR
22 M iE H B TAHILCI M St fe A A R 4
X WFIEETE Rag /NP R ILC3 1 i 45
A7 1L-23 XF ILC3 7 i 38 %< 0 19 18 R I i
5%, Buonocore 2527 % BT 2T 1 1T LAE S 1L-23
WA 45 9, TL-23 A T M e 4 e o3 Ak e e 1
(thymus cell antigen 1, Thyl) * ILC3 fiff H T i
M IL-17 Koy TS| & A G w51 i iE
HAE; A Thyl THiiRrE S0 LB ILC3 )5, W
FEALP IL-17, vy TRV TR, BR1FEI%
fift, Castellanos 25" % ¥, B T v % B 3
WA FE R R 22 R IGFF I, #5318 )2 C-X3-C
B ¥ Ak I F 57 R 1 (C-X3-C motif chemokine
receptor 1, CX3CR1 ) " HuA% W 40 i 3¢ 34 fif g 3R
LD FFERLAR 1A (tumor necrosis factor-like ligand
1A, TL1A) , J&5 & {2 ffi ILC3 j= A IL-22, £ &
PERIE MR B EAEH. DL Lo as R R,
o T TR BES S ILC3 76 g i 0 h M B AT
T

TEIE RS, NKpdd™ ILC3 295 ANz Fnss
LAY 5% o 75 8% UG 5 2 7 46 £
FH i b, RAEFBAI NKpad ™ ILC3 Bridmib, H.
SBGTR N EEASE s MAEAEJSAETRZ NKpdd " ILC3
B ) 5 T RETC I i 25 5, 4R TLC3 76 RAE
PERA R bRl BB B R VE T AR b, s % R
HR A T SR A P TL-22 23R S8 S S i
T R NKpdd T ILC3 Wi/ 2L ik
Fowte y TR ILCL B AR Y. X P ILC
2 R AR AL 32 B A S 5 5 5 7 A2 1 TIL-12 A
o EMERMCEYVE T, Ul HE 2 40 i
IL-12, fd1ILC3 B RORyt % ik 2 | T-bet 3 ik 14
Jn, DA & A TLC3 18] ILC1 (9% 4k., TLC3 1Y 5
PEFIATSAYE . TR ILC3 AYAS[E) ) 95 S ms K B
il FH R /N BROB AL () 2 A, — s R b3 Bl T X
ILC3 AR ATR AL, HICieanfe], ILC3 76718 %%
HVER AN T — MRS . IR AR B 2 1 SEmb AT 5
HEORNT TLC3 B 41 (Y B
23 ILC3 5 Hte i tmie B fp i H B AR &
YR BEEXTILC3 IV IR A, Rag ™ /N
Wi N eV T I T B 7R AR T e B AR,
T WRELAIAE . BRI A B e K ILC3. 7
R B, AN BRE TLC3 538 1w e fh 28 200 i
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6 2 40 B AR EAE R TT T 9. 5 48 FH IR AH o6
P JL3Z 4K y (retinoic acid-related orphan receptor 7,
Rorc) "T/NEAHEE, Rore” /RSN ML Ki-67
CD4" T 4HAEI 54 NN /012 CD44"™'CD62°CD4 "
T 20 B A 250 0 25 15, A TR S M 1l 3 TG K
TR, i P AE ) Rore” /N IR Y
WYL F5BR ILC3 BB I IL-22 4 5 Bk A
6 25 i 18 TP AR B B A A, B A A
JEAE S R Gk 4 e Y o SRR TLC3 Al LA ih
Jo 1 TR RE 9 A RN o B ARG, ILC3 i = K AT R
BIERE i O oG o T R o 2 o e e 1
W, APPSR IL-227 NELL IL-1747 R
BHLMAEMNEE AR T (major histocompatibility
complex class I, MHC 11 ) ~"/NEL & B ILC3 1)
X —AE 5 AU 407 IL-22 ., IL-17A J6K, i
HF TLC3 FTfi i MHC 1140 T2 533 B bk
Z MR F T, ILC3 mEA iR 2 fE
JHBTCIERIEL T 4 Mg 58, MMBRS T T 41 fdAY 1)
B 3K — WY 45 S 4 s A — 0 PR 7 A A 2 40 Jif
X e A B B R N S BB R ILC3 AR B T
TR, X5 RAEVE M 8 MHC 1T T ILC3
WD B % — 5, GM-CSF & 4k £ 7 18 B IR 41
Mo, EWEANAE . Treg 20 M) e A4 1Y B 2240 i
T WFE N B FH Rore™™ /N FR % B RORyt *
ILC3 J& Wi GM-CSF iy F 2R IE, FL W40 e~z
AW S 5 P2 AR TL-18, M2 #F ILC3 P24
GM-CSF, 7Eh )i A 2 /N i GM-CSF 1Y
SR, P2 T ER SR A1 A Treg 40
AR AT RESZ R 2 . BRI, TLC3 AT LA
by A 338 A0 ARG H AR B A s g, M A B T DL
ILC3 A HAb B T A i T e

3 N &

ILC3 RUEAY i Hha il ik L A0 P A /NG EE
B, (EELERRIE GG KR AR R 128 FAA R A
el ILC3 Sl A=Y . il e dnifef & 2
ZRIAH B OCR, Infiy ik sl “4 e LR 2y
B . B ORAEARRAS S RAE 25 R 4 7™
A AR A 240 I PR R T S i ) LA
W, %, WEERLKEZHEME. BERIME
B PR R HREAR 2522 S il T S RO BREAS . A
A, el e AR B 2 TR KA e/ R

PEAT I DIREPESH Y SR e it T A TR B T R
BEAO TR TLC3 S5 R 1 M A F e 73
PR A AIA,
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