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Research progress on group 3 innate lymphoid cells (ILC3) and

its roles in neurological autoimmune diseases

LI Hailong, DU Ailian™
(Department of Neurology, Tongren Hospital, Shanghai Jiaotong University School of Medicine,
Shanghai 200336, China)

Abstract: Group 3 innate lymphoid cells (ILC3) are the heterogeneous subgroup of tissue-resident
lymphocytes. Along with ILC1 and ILC2, ILC3 differentiated from the common lymphoid progenitor cells. In
recent years, researchers have proposed the new insight into the developmental process and function of ILC3,
which separates lymphoid tissue induced cells (LTi) from ILC3. ILC3 participates in the pathogenesis of
autoimmune diseases such as intestinal diseases, rheumatic disease through secreting IL-17, lymphotoxin and
other cytokines. ILC3 also plays important role in neurological autoimmune diseases such as multiple sclerosis
and myasthenia gravis. This review aims to summarize the research progress in ILC3 research and its
contribution in neurological autoimmune diseases, providing more aspect for accurate research on the role of
ILC3 and LTi cells in neurological autoimmune diseases in the future.

Key Words: group 3 innate lymphoid cells; neurological autoimmune diseases; lymphoid tissue induced

cells; multiple sclerosis; myasthenia gravis
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ILC=ANEAE R AN b, JE T2 AN [F] 1 R R
EEAFILCH 73 A A A, BINKZHM. ILCI.
ILC2. ILC3LL K LTi(lymphoid tissue inducer cells)4
fflo ILCHESRE i & &b, 3 BEor A e ik
SI7BEINER 1) L v 1 VAR /B O Wt sk 11 0|
TR ER P AR )RR B B A
e 5 R 7~ At 2 DR 1A A I 22 A g i e 1, R
RAEM G SN~ 47, ARG SORE A Ho 2 1
W REEZEH. ILCHIhRERELIE B &%
TR R R B IAE OG

E & % 9% (autoimmune diseases, AID)Je& T
PR S % R Ge0F B S A0 A2 23K 6T 32 77 A
W G S RS B — 2R, LR SR X R
#¢ (rheumatoid arthritis, RA). RGMELLIEIRIE
(systemic lupus erythematosus, SLE)ZP); HiZe &
SR R 1 H B S R B R 2 R PEE K (multiple
sclerosis, MS). L% # % (neuromyelitis
optica, NMO). # == L £5 5 1iE(Gguillain-Bbarre
syndrome, GBS). EJEJLJE /J(myasthenia gravis,
MG)%. WHFRRIL, BB KRBT R RS
PR 2T BEAR s K8 35 A J A 0 = 5 5 5 AL A TLC3 %%
AR AR, FORILC3E X L8 [ B S e 1)
R R AT REE B EEEH . EMAE RS H
5 G205 TP ILC3 B BARAE F IEFE AT 75 . H AT Y
WHFE ], ILC3 ] e i 755 98 AE S 52 A0 240 i P
TZE5MAERGH S RPN AN E . A3
XFILC3 )7 R AT se bk 70 2 g e AL & R 4t 5
By G B2 5 B AT 2508, KA Bh T R b
HARILCIFEFH A R 48 B B 2o b AR AL,
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1 ILC3HISRIRS 533

ILC3 2 — KR s 20 A, J& e
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A3t — 22 NCCR6'NCR (LTi4gifil). CCR6"
NCR". CCR6 NCR (W FHMEILC34H i) =/,
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RORyt. IL-2. IL-23F1IL-1BAELE (4 I T 7l LLEE
HATLC3, Ty H X P e A F2 AE 4 9 R (retinoic
acid, RA)TEAEHIIEHL T AT LA 23 i,

ILC3[AIILC 1155 A5 5o 2 B3 1) R A Ak e
HROARBEEAEH . BRI, PP AEIFN-y (1)
ILC 1A 22 LUFIENCRITLC3 S0 A i, 58
P R B i A B R AR AR R EIL-12. {EIL-12
MIYEA T, NCRILC3 0] P[] = A IFN-y I ILC1#%
ARUSYOT, S R A3k R AT R ER T Pl 10 A 85
AR T AR BN . IFN-y 75 52 2 T A
NN — P EE R RAEA 5T, AT DR RE 5 0E f B
A Gy S T, LA B O A M B A e B
B (s HEATL 1
2.2 ILC2FNILC3Z a1t EiE{k
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FE R B (9 55 RORy 1% s R 1) 45 6 - (R ERORyt /)
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5&, EILC2EAL NILC3HIEFE R, LTigh ik
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ILC2QEHE@[2021
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ﬂ&%lﬁaF?EIE@J&AIEE%ZﬁEPE’JMEQE,A DL 4
FrR bk g5 g e B
3.2 ILCILTis 5ERERBENRSHER

ILC3 2 i J b i — K e 4 i, ot 40
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]] CCR6ILC3 i i 175 5 4 Mo 7 T2 4% il i 38
3.2.1 TLC3:@ i > 4 GM-CSFA ¥ Treg#m it 44 &

IL C3 /™= Az R 4 B - 5 05 41 B 45 V& 0 8 IR
(granulocyte-macrophage colony-stimulating factor,
GM-CSF), iz 50 20 B 75 1 38 S A= 0 3 10 3k 31
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TE o XTI FE X RE NS 52 Treg M i if it 75 24 21
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ISR, = GM-CSFRI/N 7S P 040 it
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ILC34H L AE 3 Ab 0 S 42 52 40 i 7= A I TL- 1B 7
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