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AR R U5 20 2 ) S5 Al PR 5T A A R 6 i
Jifi 20 21 (white adipose tissue, WAT ). K g Il 2H 21
FE g i ¢H 2 (brown adipose tissue, BAT ), WAT
FL 45 2 T 1B W 4 40 (subcutaneous adipose tissue,
SAT) #1 N BE i W 4 41 (visceral adipose tissue,
VAT ), FE L, IRIAL R T RsNi 4 i, i fE7E
DR L BT A0 M . B e IR U7 2H 4L 2H SRR o I A A
43 (stromal/ vascular fraction, SVE) &7 4 X10° ~
6 X 10° A M, ELFEHT AR B WE A0, o R 1 R 2
fg, 2 B [E A W E 40 i (type 2 innate lymphoid
cells, ILC2), v& T #4ilfu. tH & ALK A T 4
(invariant natural killer T cell, iINKT), DC,
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fit 2 S 7 A g {E B . MERTNL by 2 20 £ 5 9 (meteorin-like pro-

tein) 3 MetEnk & H i & BRIk ME Ik ( Met-enkephalin) 3 FGF21 by i £F 4k 40 i 4= K [ F 21 (fibroblast growth factor 21); GrB N Uk B

(granzyme B); IR A& ZHEPT (insulin resistance) ,
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x1 BHAAFARSREEXNERERMARETFHE

JIE I 2414 P9 S 938 40 M LA g 5 1 AR WA T 2% 3Tk
e A 92 200 i 55 e 40 it M1 BEE ME40 0 TNF-a, 1L-6, 1L-18 [17]
M2 FEE BRI 1L-10, JLZK B AR [18]

g R A 4 1L-4. IL-13. 1L-33. METRNL [18-19]
e b bz 2 i IL-1B [20]
1LC2 IL-5. IL-13, MetEnk [21]
¥s T 4 IL-17A [22]
iINKT IL-2, IL-10, FGF21 [23]
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JE 17 20 3 P 4 925 440 it FL A 4n ff 2 7Y 2 it S B 4305 20 i R 7 E=PUN
DC 1L-10 [24]
B K 240 i %, 1L-18 [25]
B1 40y 1L-10, IgM [26]
T8 N7 M G 328 200 i CD4™ T 4i g Thl IFN-y [27]
Th2 11L-10 [28]
Th17 1L-17A [29]
Treg 1L-10 [30-31]
CD8™ T 4iififu IFN-v, GrB [32]
B 41 B2 40 il IgG [33]
Breg 1L.-10 [34]
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RARFEEANERT . T KX R 5 2H 20N [ A S 5 A
WD) REFFAT TR .

2.1 EBE4RE 5N 4140 KEYHAE (adipose tissue
macrophage, ATM) 7 Jig i 241 214C i e 248 0 747 e
HEEH, RZHM5EY, ATM R 5 R AEM
IR MK, 4 FIEFEBRESTFHAKES, ATM
2915 SVF (9 4%, M7E AL A M b 28 i8] 10 06 ~
152655, ERE/N BB RS ATM FLE T £, Ak 5|
50265 ATM Ay R 2 5 HOk B 5% A8 Ak 1 38 I 7
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B, ILC2, v& T 4iffs . iNKT, DC, Th2, Th17, Treg. Bl 41 /il Breg LA
M1 BEE 4R, PRI . AR K400 . Thl, CD8' T 4ijig . DC 1 B2

BREERHRKETEREAATREREREAREFHEL

N5 U AR OG, B WE KR B8 T B U7 46 R A A0 M A
JE . ATM AR 0 i 42 0T DAy S Y Al Al . 2
L TE 1Y B 40 I Cclassical activation of macropha-
ges, CAMs) FIHR LI 16 i) 5 I 244 B Calternative acti-
vation of macrophages, AAMs), tWFrN M1 1 M2 ¥
FLws i i . M1 FE B v 20 i n] i 4R i 25 0 I 1
B IFN-y SE TRV 40 g P 7 % & 7 AR e R IH 7,
TNF-a, 1L-6 1 TL-1B, i 46 4 g K 7 3 3o 5% 43 b
WA E R iE— 20 B AR 4L 8L IR, I M2 HEE
Wi M AE T4, TL-13 SRR 40 P9 7 19 35 5 F 43 1
IL-10 SEht R A i 9 7. %7 ATM X g i 41 41
R ) e AR fb An UK, ATM BB Ak 78 0 AR B T
i s 20 SR04 B AR e P 2R G 2 IR i BRI R
ATM 55 HEU= B BAHSE, JLH 2 M2
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R 5 5 200 L T AR A 5 R K 8 I U7 3 I 7 AR
AWEFE LI M2 K E 4 AT DL3E o 76 B8 i 40 41
P L2 W T Ok By ] ¥ B R SR N PR 7 AR
PSS, by LR i e H 22 AW RIRE, HiE
SR 2 i Tt 200 M 3 07 A 7 AR 1 €2 0 T 4 i
e Wi o3 i . Bl FS . B985 & AR D5 o 1 4t A 7y A
WA IR 5 I W 4 i PR S DT i R
PR 2R 35 A LAS By i B i Ak, M2 FE E Al
Mo Slit3 A . 458 & Y32 /8 Robol ,
WG Ca® /CaMK I 1 i fie E 25 B R 2K 0
AT 38 A 177 40 F) 23 e A0 A= B 3 v /s B
Vi Z e 01 . AR . A B R BRI/ B
N AEAE 1) 32 S 22 AH 5 B I 41 g (sympathetic neu-
ron-associated macrophages, SAMs) 5 # £ F1< &
R E M I (nerve- and airway-associated macro-
phages, NAMs) n] L 7€ JE B 5l 32 & R 38 T 43 il #%
SEORN 4 i JL 2% W i Sk 9 05 7 BRI BR B A Rt
SAMs i it 5 5 B fif A8 o & e B A B LR
B0 I s AR B A R R G R R, AE
M1/M2 W5 4 S0 A 800 I, 8 5 58 SR pl 28 4
19 L2 Wy e S Jo o X Ry 7 R R s o0 e B At T 55
— AN, P, ATM 76 R Bk A AR 8 1 5 0 1Y
G AR T T R T AR, AR
ATM F 0 1 9 B AR B AT Sk IES JRE 149 B0 28 96 9 42
BEA R B A

2.2 FEERMERIAARE  E IR MR A R AR T 4 4
IL-4 F1 TL-13 A ORI, TL-4 F1 IL-13 i@ i ¥5
UCP1 FK 8 i i 40 e 4H 20 M 8005 55 48 78 42 32 AR 17
L LR RE T A 2 TR T R 4 i 3 st A 7 4
MK CCLIT B3k 4 4L, Jf A 8% 1LC2 kI8 /Y
IL-5 il TL-13 P& o WISk B8 2 56 40 S5 VB TR
P RL AR S 20 i 1D 2 24300 T4, TL-4 0% M2 774
JLAS B B, DRI oK iR . g Ui 40 i A g 1R
PR A #R = 2k HAT P OB BB 1 METRNLY
WF5E % B/ Y% B8 e, R D5 2RI R
METRNL (5388, I n] G818 i 5 5 18 R P kL
M TL-4/TL-13 1 7 A= > 5K 2l iR 17 40 B = 40
R — 55 A AR rpOR A S (AR T R
A IS S DR T R /DN B A 10 TR P b 40 L i T v
Az B IE B KT IF AN R B0 IR /IS B AR ZE AL
2.3 HMERIARRE  rbetoRn g MO — R R R
XoF 241 T J e N4 43 1) 00 s T N i 22 R B O B T A
b=l e il e AR E E R 4R M . DC A T i Y

SEAES 50 RN s At n] DLRE Ag 195 180k 4 i 22 b
ik, £ E@ S CD11b fil ICAM-1 5 5 i 40 i
AHELAE T o Hh I e 400 7 L 8 1 3% /0 B A% B
AU L e 0 i S AR AR NS A (<< 120, fH
FERERE /N ERUIG B 4L 2l LGk ) 2%, (HA #F 98 %
A B /DN BSUG F v 200  i  st 448 i it i ok />
A AT RS SR A T TR M
rpVE Rz 20 9 B A0 3% 38 B (neutrophil extracellular
traps, NETs) & 8% & B0 —Fb o YRRz 1 i 55 18
AR 25 4 . A3 5%k BAE i 2B 3 /N B NETS
7 A 0 5 0 W v i) E A RE B R AT

24 ILC2 ILC2 S HEA RPN — K EZYH
fifl, [ BSRAEAE T N RN B I I 4140, 2 H5rE
i P e 200 iR o 28 SR ) I A DA AR i B AR
Ay, 1LC2 52 11L-33 =, J& 1L-5 Al 11-13
(M BRI, ¥ B ER TR 1L-33 KT T & BT
1LC2, B4 A0 H 4y W 10L-4 0 1L-13, Ml 3% 10-
4Ra" PDGFRa" K 4 5 i 20 ff tH 48 A~ . Bt 4h,
ILC2 & 7] L 77 2 MetEnk 3% 30 Jig 7 40 Jf 7 44 Al
UCP1 W3Rk, M 3F A @ 15 7 b 6 - . A 8
JE . R A R B 52 A 2 ot n] DL i B b R 2
JIgE F7 £ 2 H 1 Tea) 7 550 1 200 6 3 I 40 i 05 42 o 22
BFREF, WA ILC2 43 W 1L-5, 1L-13 L K&
MetEnk., #5225 i =400,

2.5 YO THAE vo T AMMAF T IERC
B TRZMEW, EAEHALR vd T 417E
RS S R A EEEELNEN. A
WFFE M, AR B AR (0.1 % By ik A iK1k &
Y. 89.5 Y LSk [ IR D) /NERR B 4L 2k v
T 40 2R B8 s i A /N BRI B A0 48 rp vS T 4
I %) 5 U />, i A 4 SR i 3 AL A R D
BEAh, yd T 40 7 02 i 58 B 28 S T & 45 R
SRR, F Ay @ ot 1L-17 524K C 383 TGF-p1
7N 195 240 L v 2R3 R 58 I .

2.6 iNKT iNKT & — Bl (%) S0 05 4 i 7 8,
PR HL 5 ) 4 i 2 I T B N ATT T AT, 7R N AN A i
Hr, INKT 29 5638 T 400 i 1%, i 76 A g Wi 4
glh, nfZ % 10%~25%"", INKT 7£ g i 41 21
FEI ok R A B SRR AR, BD KGR Edbpd HEZ
Zbtb16, H J& 1L-2, 1L-4 F1 1L-10 (¥ & % ok
PR INKT 2 s 3 50 1 IR % B 4%, i i
CDI1d 43 5 %I i 7 40 M v B2 % 38 19 o U7 R
J5 . CD1d1 @i/ B Z INKT 23 H 308 Bk in
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LA BEAS T 32 R E R, FRIR S T INKT £
VIR 7 AT A R O R R R 8 e 3 AR
PELOT, BE b, INKT AT DL i 42 g B 4 i = A=
FGF21, M7 J5 2h g i 4 53 ff fl UCPL Rk, &
IR v . R T A e T A A R 5RO INKT
PR TL-4 A IL-10 Al fig & f $F IL-4Ra’
PDGFRa " 2K 2 Ji8 [fj 4H 46 48 ffa 38 i+ .

2.7 DC DC 7Edilide 2 b L E AN, (HIHAE
Jig i P i A i AN T A8 L BR IF 4120 i DC 3@
b7 A 1L-10, #85 Treg A1 18 PPARY 5 5 FR il
NF-xB 442 & {5 5 38 % = 5 98 15 /N RIE B 41 41 %
iE AR AR AR L A WF5E B DC m] LU 5 A5 17 40
i FE 302 L kAR A 7 A v B D5 o A R
Jo Y R V8 9 M O A I T RECO L R, O A R OR R B
= AR R T 0 IR /N BURE D 1 4L rf DC %80 3
%, DC 8 iy /N B g 1 3% 05 R 5 IE k. FLBR
i ZH 20 v A0 e i R R, X 4R IR I 4148 DC
A BE L A T AN T R AR RAE Y B
5528 DC AT REMEF T Treg ™, #Rifi, Afk
MG BRI,

2.8 FEXZHRE ALK S W 2 R A TR S
S UE R i B AT e R AN i
BB A R /N b I D 0 A A . AR T
N e 2R AR i 5 20 2R 1l R Gk Y s bt
AP SIS IR Fe BT, BB R 40 i mT DA 3 ik ™ AR AR K 40
SN ST N AR R AN N8 7 2 3 9 =9
LU IR AV RN AE R R AR 1 Ceryp-
tophan hydroxylase 1, Tphl) & Il i 2 & 1% i PR 3
fitf, WFIE B, B R AN Tpnl 455 8B A9/ B
NE W20 Uepl FEPR A UCP1 A £k LM, B
01 5 20 23 % A A 0 Ak DT 22 R BE ks ML |, e
20 L 43 W B 1LY 3R RE A6 4 ) PDGEFRa ™ 2K £ ]I 17
FELZ0 i ) 348 5 R0 RR €6k, AT B0 ) 4> B BB TH
FE L PR, A R 4 A ok IR A 1M Y 2R AT AR S i T
YRS (O ISR S

2.9 Bl 4K AJSFI/NEM B 400 4 B 400 5%
~10%, TENERE BTGB AT =4, A A%
FOHRE S0, BL 4 M R A A R R D 42, sE
PR A WA TgM Fl IL-10 #14] TNF-a F1 IL-6 %5 48
JiE R 1 = A 0

3 EBIARASFASRBEEXHNERERE
48 B

B [T AT S A AR B AL o 3 R O R AR G i

LU= I BTk B AR S AR B 19 R AR R R
AHOG . T THIKE XTI 7 2 2 DA R P 5 4 L FY) ) fig
HEAT TR

3.1 CD4*"T4HBE 5 A0 Bk X K 2 80 A e % 40 i
(s AH oL, BE R 3 T ORE A ZUh i B T 48
FRLE R T 5 R TR R E A OCHY T 4
JRLSE B . B W 4 Ah . CD3" T 48 it J2 i iy 41 41
Wi R G e A M, O LB 2 Rg 7 A4 1 i 4
s RERE/N BG4 20 CD4 " F CD8' T 41 il 34
Ban ) R R RO T 20 S R 5 BG 7 2H 20 4%
A, M Treg W BN 2 5 1E % A5 I 4 21 19 12
A, 5450 Thl WA A L, CD4™ Treg
VE R 445 F IR 32 Al Thl F1 Th17 K20 Y ¢
2 2 e D 5 A R 5 2 B A T R R
TR — SO . 7RIS S R R E KR 0T R
H, BRI e T B AR A BRI i R 441
T 48 PR AE S T 4 32 R P A BRET B SR
KIAERENE VAT b T 40009 T 024K Vo FE
W, Pnbiife Sy 1, £ T 4000 5 0
PE . A SO AE AT 1S 5 08 U7 41 207 #4 5 4R A ¢
B T 20 i W B9 D Be, 42 4% Thl. Th2, Thl7 1
Treg W.Bf ., Th9 B 7€ Jg Wi L 8 9 VE F i R A
IR .

3.1.1 Thl ZFEARWI AL % % — 1 Th WA
J& Thl, JAIFEN VAT &8 CD4™ T 41 = ,
IF R S R T R R B AT AR, AR
FE/NER A VAT it &80 7 2L Thl A ER CDAT T
A2, T H, Thl F1 IFN-y A] DL 2 b i 5 2%
EEAE S, TS ECAE IR, A RE /N B B8 155 20 i
B 20 A S MHC [T K SEFR AR 2508/ CD4
T 4 A £ & OO0 H 2 %On/id 12 CDA™ T 48 M) #n
VAT H IFN-y (977 4, JF 88 o JBE 5 R Uk, &
BH T i 40 e 8 0 4 i rp ) MIHC T % Jiig s 4 48
Thl Bl s/ A . A BT AR A S 1 i i 41 21
JRE AN IR

3.1.2 Th2 Th2 W™ 4 Il RL4H X+, 45
IL-4, IL-5 FI 1L-13, BAT7E B Wi ik fb o M2 £
R B EAE A, BRI 4120k Th2 WM B 98 2
A, — TSR AR RE D24 Th SR H
i 54 B R E . IR B AHE, R Th2 W #FAE &
iE AR5 2 A B A b ELAT PR A Y

3.1.3 Thl7 B HI#5RMmIE TS IL-17 5§
Th17 WA#EAY BT ™, JESE T AR Bk 3 R i 41 21
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H Th17 SR He B T . dR s — SRR 9E R
ATP ik A VAT thi P17X2 Z K8k 3h Thl7 |
N, A8 G LU A S AT e B T Th17 W R AY
SR BR T Th17 WA, vo T 402 1L-17 195
—ANE BRIV, R TR T 2 1 B 5K 56 E B 7 4
ZUrp Th17 7B 4 65 fF S H X B W 41 20 R O A IR
1) B4 BT RK

3.1.4 Treg MEWIHZirh Treg J& 45 il FE A 1Dy 41
PR BIEFEM EE S 5K, ¥ 3 W+ PPARY
2 I 1 T2 A A7 R 2 R 00 8 T R, X e O
VAT it Treg U5 . RAAMIIAE R XL EES , /N
P, VAT h Treg 9 PPARY 2 35 BE % 12 1k 158 e
Jot R 245 4 Ik S XoF g B 2 AU, Treg Rk
ST2 32 M I Hy TR PR Y TL-33 8745 AT 7 2 K i
(9 TL-10, {2 i B 17 40 A 7= #4707, ] DLl 57 F
T1.-33 38 2k 380 P 7 240 AR AR A% 5 02 4 s oy 240 e
oo NF/NE Treg iKW CD39 Ml CD73 LLiE 25
ATP RIEYIHEAL IR 77 4 B RF RS 505
I A% 40 B % Y 32 A A ELVE . 42 2 TR D 40 v
UCP1 _EiASS ) [6if, B RAES T LR Treg
S B A DA AR = Wy B i AR SR AT B LA
i 55 2% GO O SO0E K R e AT R
&, INKT 4 it ol BB 7E Treg i S0 & A h &
FEEEAEI . INKT 4007 4 1L-2 &9 uE Wl n] DL
TR Treg BaASY , WL, Treg v LI £
FlAIL 412 125 i Jiy AL 207 44

3.2 CDSTT#HAE CDS' T 40 (Y 3= B of) fE &
P RECEALE . GeB o i R T ok A 5 B e 4
sl Ak 4 i . AE/NERU T, BERERS I VAT v CD8*
T AMAY L], 55 IFN-y fil GrB By £k, Fr53dk
B CD8™ T 40 il o] A7 % B Ik M1 A% B I 40 i =
HEIN YA S Tk e =4 I SO ol WY NG L L
Bk CDST T 40Mi7E VAT v WL, {5 VAT i
SAT iy CD8" T 4t M £l it 5 A JHE 019 AH ¢ M T ok
UESE e

3.3 B4R

3.3.1 B2#mpe M2 BAS T 4040 Lo
FEHE 7 4020 4 i B A NS £, (H B2 41
JiL 7 RE e /N R A i 7 A1 23 v B RESTY i L MR R
/N 1gG & 8 B/ IR, X R WA
A~ B 40 HE 7 A B BURTE T2D /Y & R b 2 20w
B, A BEFE R, T-bet ™ B 40 76 AR kg A 2K
H/NBBE DT R4 R L2, INKT 20 M 5 2 1 e

B OBk BT R AR IR R /D BRI ek
EHY) TeG ¥ ¥ an B Al sk T-bet fI/NEL, AI51A
AP » X R BEFEI AR A T T-bet ™ B 41/
(9 TgG J& RAE K AR B QB 25 I 1. X 28k B A
B2 240 Mg £ T2D il H At 48 4 550 1Y 5 922 ¥ o7 $2 43t
15y

3.3.2 Breg Breg i AZEHI/NR B 40 & &
0.5%, WIEMEHIL IL-10 A 5 Bk IR . R85 Mg
B Breg H i TL-10 X34 Mg M5 2 404 CDS ™ T 4i g
A M FEE WM, T35 5/ BUAY TR A

R [34]
o

i}
4 i

Zi L prak , [E A RIS N 1 e 92 A I AE i 7 40 241
HAE 2R B 2% e i 4 209 4030 3R 40 e
R G Z MAEAE S A WA BAR G OC & . L[R5 ML
RE B, FEMERDIRS T . B8 41 20 G R 5T 4t
e M G RE AN R M2 B v A0 i L R TR ok A
Jfi. ILC2. iNKT. Th2 fl Treg %) £ 5, HA 4+
RIS IR WA B & R ER . Horp, 1LC2/rg
M P R 20 L/ ATM. 35X 453 14 55 1R 1D 20 207 $A A i
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Immune cells: key to thermogenesis and metabolic disorder regulation in

adipose tissue

WANG Kefan, LU Liming (Shanghai Institute of Immunology, Shanghai Jiao Tong University of
Medicine , Shanghai 200025, China)

Abstract: Obesity is the excessive accumulation of fat caused by the imbalance between energy intake and expenditure, which

has become a global health issue. The metabolic homeostasis of adipose tissue plays a crucial role in the progression of obesity

and has numerous impacts on systemic physiology. Studies have found that various immune cells and cytokines are involved in

maintaining and regulating the metabolic homeostasis of adipose tissue, suggesting the significant potential of immune cells in

alleviating obesity and insulin resistance (IR). From the perspectives of innate and adaptive immunity, this review discusses the

progress on the role of immune cells in thermogenesis and metabolic functions of adipose tissue and further explores the thera-

peutic potential of the immune system in obesity and related metabolic disorders.
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