i E A AE ) 2424 9] Chinese Journal of Cell Biology 2021, 43(1): 31-38 DOI: 10.11844/cjcb.2021.01.0005

& A B4R RS Br Al PRV ST R

ARF Hi RPH R HAE”
(‘EHRF R E R AR 3 200040; 28 H K F RIS 7 F% S 27 2, LI 200030;
S EORE I B 4 L R BEE AL AL, il 200540)

HE O T LB R TR A E 5 e T, IR A A X 69 Kb &R €A 4 AT
BIMAFMEFOEEREZL—, EREEPAHEABIRNIE G o185 482 % 6 4%
7 “P AANZEFINIR D) G i 8 RS B B 4 TR M KR A, X8 T Ief4a X

4R K JEAT R A9FT 7 6. B A MR 4m e (innate lymphoid cells, ILCs)¥E 4 — K E XS24 IEF 49 %,
iélﬂ}’kﬁgf— A58 5N B ERAAES G AR IR S T 6918 M KO LR, AR A 8RR T 1A A8
RFEZRENGHL", ZOTR T IRHRE TR AL SR TR, %A TILCsERE
RGHIAZ 6945 ) BBz 89 2T AUH], AILCSAE 6 I7 e S R sk F 69 5L R T FH 335,
KRR R AR, ILCs; MR ARHY, se A

Research Advances on Innate Lymphoid Cells in Lipid Metabolism

HE Anfang', XU Wei?, WU Mengmeng', JIANG Peicheng’, YANG Dongqin'*

('Department of Digestive Diseases of Huashan Hospital, Fudan University, Shanghai 200040, China,
2Department of Immunology, School of Basic Medical Sciences, Fudan University, Shanghai 200030, China,
*Department of Gastroenterology, Jinshan Hospital, Fudan University, Shanghai 200540, China)

Abstract Obesity and obesity-associated metabolic diseases have become worldwide health problems as a
result of changes in nutritional conditions and lifestyles. A series of studies on energy storage and consumption have
demonstrated that excess and ectopic accumulation of lipids promote chronic inflammation and remodeling of meta-
bolic tissues, which leads to a new direction of metabolic diseases and immunity. ILCs (innate lymphoid cells) are
newly discovered tissue-resident immune cells. ILCs have been reported to play a role in the maintenance of steady-
state energy metabolism and the development of chronic inflammation in obese tissues, which makes them the rising
star in the field of lipid metabolism. This review will discuss the research advances in chronic inflammation of adipose
tissue under obesity highlighting the role of ILCs in energy metabolism and the molecular mechanism of regulation,
thus providing scientific support for the transformation of ILCs in the treatment of metabolic diseases.
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Fig.1 The role of ILCs in regulating the diffierentiation of adipocyte precursors
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