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Abstract

Lipid metabolism is a complex physiological process that is involved in nutrient adjustment, hor-
mone regulation, and homeostasis. Lipid metabolism disorders and lipid-related diseases bring a
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huge burden to society and individuals, while the underline mechanism of these diseases is still
unrevealed. The development in the field of immunometabolism has revealed the complex immu-
nological mechanisms in chronic metabolic diseases and created lots of potential therapeutic tar-
gets for the treatment of these diseases. As the most widely studied immune cell in this field, mo-
nocytes-macrophages play an important role in both lipid homeostasis and lipid-related diseases.
In this review, we summarize the role of monocytes-macrophages in lipid homeostasis and lipid
metabolism disorders, aiming to find novel therapeutic targets for lipid-related diseases.
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1. 518

B AE R AN MR R 5 A e B, R R AR ARG S i SRR R OCE ERER[L]. R
YR — MRS RE, WREFRWN . RS . AMERM AN 7 ARSI E 758 1 fr &
SEUR P AL AL, B 5] AR BB AR SR, BAEATRE . ARTRE 1% 7 44 JH-% (non-alcoholic
fatty liver disease, NAFLD), zhfikskiF£f#{k (atherosclerosis, AS)F1 2 #UHE R (diabetes mellitus type 2,
T2DM). IXEEBRTLEFE A N R T E R, (X 55 (1 B AR R AL 2 A7) AR 4 56 4 i) BH
[2]

ER W)L, BRR S SR 70 g AL, TR T — 408 B 5T ek,
IAEM RN “ AR (immunometabolism) ” o X —43k ML, 7 T2 PEACH MR vh B 44 1) S 2
BLHIT, JAIX ELP R YT 1B 1 AR 2 08 AE B3 BLIR YT 4 s [3] o 2 M A 3 40 (T ik 220 i A B sk 241 i)
(R A AN 2 G B AE I AT T2DM R AR R ke 31 7 BB E R [4]. HIE EREgE e 2 5 IR A i 4
FERII B R A2 R F8 . FE 0K 1 B9 (alcoholic liver disease, ALD), NAFLD 1A 4 i & (hepatocellular
carcinoma, HCC)Z5 5307 1095 B FE AR 21 1 68 4E FHI [5] [6]

Bz - B H AT g AR s i S F )2 R A, B - BN A R PR AS R
B ARU 2R LR S BB R ¥ A AR [7]. s P A 20 7 A S5 B R SE IR HR B I B, A8}
FFAT AL AR R B MDIREA T EIRNR 7. ORI - BRI A b AR e K B M Re
BRI ZNMERE, EAT LBIHSRES YR RIERMN . HEH 512 MAHRE S L 41
R[] ASTHRAT R BAZ — W 4 A T2 i o A A 1 I ARV ZE AL AL AT &, DAAr
TRZIRTT Na S AR AE D BT I 1%

2. BiZ - EMEZHPRIEE RS R 5

AR B Rl P B AR AL AR ) SR AR A, AEROREI AN A TP ORI, AL R H BN )
BR8] MWLM i oA QG 42 2 B0 K 30 i 7 AL S URTBIE 33X e 2H 2 B B (1 e 200 A 5 g i A it
(R 5 R E AR .

JE 7 AR AR A AE AR g% S5 AR UTAH TLAE AR AL [9] . NEWTAH R BRe i dtipsh, & A KRER %
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PEAAL, BEFEERRAME. MR, ERRIERIIM . RGN, PR AN B RN, e AT
JIE 17 4HLZ3 T 22 BE A LA (R A A R HE 4  EE ARA AR FH[7] [10]. RSS2 234 1 iy i R a1 e
G L A Loy B 4 KGR o s IR D B PR AR [ 7] 0 X G2 SONIR AL T IR 2 2R AR U DR, S AN,
5 )2 I 7 4 43 79 1 W 41 e (adlipose tissue macrophages, ATMs)E I 5 Fa 74t B A 8 5 (1 1 ThRE[ 7]

JIE 7 4H. 25 4 i Joii A 5% W5 4t (lipid-associated macrophages, LAMS)IVEE LA Term2 4 a5t (1) 5 24z i)
RS, FERZUA R (S S M /N R P A e, I R R R A T A2 B 1 3% [11] . Rao RR %5
TR I, KB WLAIZH L ER Metrnl 385 18 715 2K €015 19 240 23 b WG 200 B 28 AH DR R DR 19 3R 08 SR (i i i
7 7 AN SO R T 52 B2 [12] o Kinightts AJ 538 7~ 17 K £ i 0 443 0 149 5 IGE 200 A2 8 4 368 7 2 7 A ) Z R
TP SRR, TR LU M R AL R B S EIRERERE S, KRR g2 B EIR R AR [13]. i
55 ZEL 2% LI 40 B 2 I 4 L L 7 SHit3 (slit guidance ligand 3, Slit3), Slit3 538 &4 7t _E Y ROBO1 (roun-
dabout guidance receptor 1, ROBO1)3Z A4k 4 LA Ca®* /4% i 2 (1 it 2 11 348 11 (calcium/calmodulin
dependent protein kinase 11){5 5 & S A1 25 S FRRZRE 38 9 5 107 40 i = # [ 14]

JHF WA VP 22 AL BRI R () SR BEAR AL, RS R R MA RN . RIZ RGOSR, ARG TEETN
P AR IR o R L R AR S DA R AN A S I 43 R [15] . HEMEZHZA A, R0 M o5 T I A B i =
2 s R RN (kupffer cells, KCS)TE R N i K EREAMOREEAR, (G4 T Ak S B 40 B ) 20%
[16]. KCs {EAFFAE I SCEEAN M AR 7, X T2 r 2 SRR AS R SR 53493 FO sk s o7 48 % 5 2 [5]

Remmerie A 25 AFIRFFE R I, AR EAH <8 15 T (metabolic associated fatty liver disease, MAFLD)H1 ]
KCs # IR H & 8810 B an IR, SEN BRI RAE T WA FBERS TR, Hp—A
TSRS KCs AT AL, 55— P35 R R g 0 2EL 23 1) g o R % [ M 4 i (LAMS) 5 ARABL. 2R LAMSs
) 5L I 20 i T 78 £ 3¢ 35 B #7525 1 (osteopontin, OPN), 1 OPN /2 JE 9k 12 i 197 FIF %% (nonalcoholic steatohe-
patitis, NASH) & HIZEVIbR W), SEAEMHIA A K[17]. Kaffe E SR 1 o1 A4 IR AT AR SE 5T 40
(non-parenchymal cells, NPCs)ZH i (1) A FFFZHZR /0N B, S ax /s B 9 10 AL FFF 48 R P it S 4 s 1 R4
i F 4R AR T T BE 32 B MR B2 Hh ) NPCs f13842[18]. Blériot C 25 A K BILFFIEH KCs (#)—> CD206 &
FEFRIE W AEERE CD36 (I IA I FFAT AR FE[19]. Loft A &5 N8 7~ 1 5 Mg 4 i o B 157 5 i 25 32 4
(glucocorticoid receptor, GR) i {4 1 [ J8g A FE K -+ (tumor necrosis factor, TNF)##ik, {41 GR
MR, BEUTE) GR R4 i bk S AL W B AR G BE s 2 K o (peroxisome proliferator activated
receptor o, PPARe) 3L [ 175 5 (1 A 1l 48040 A0 A il AH DG 22 (R 11 2R 1A [20]

3. B¥ - ElEAAES 5iERAEEE

BB — PP SR IR R SR A AE,  EZE DU [ Al = BR 0 3ELov 3, Il AERRRE, IR
i, ARTBUREVE R T S5 4k R MRS 56 R I [1] o X SRR AR CBIE 38 T 8% - B2 5
P R AR R R A AR AR A ZR AL AL
i Fi7 L2 Fg i 0 L 5 ) R A B KA, Ik A I R S T E 4 i P A YR T AN S D 9OE SR
RifrF[21]. Kratz M 55 N#87R 1 B W20 B 5K 50 (14 9 S 78 BEJEAH 5% 1R g & 2 R0 RT 2 9B PR Hh 2 31 17 o
B AF FH[22]. Laurencikiene J 55 AAIESE T M98 IR BB K- (tumor necrosis factor-a, TNF-a)ifiid 22 24 5540
5 (mitogen activated protein kinase, MAPK) 5 it/ 3t r L3 VI R i 40 P K HE i o e, SRR B A
(perilipin, PLIN) )R FEAK[23] 0 thAh, 28 PEAHMEE 5 TNF-o {2 i3k REJRERTAE B AH 5C 1Y 2 ZR80 PR3 HH ik 8 25
TR R AE[24], BAIA F-1p (interleukin-18, IL-18)2 5 T EWR4HMLFE S 00 N AR B 4l ik & =55
AR IGBT[25]. FKIE Kdm6a [ W2 B A8 A2 32E 11 €0 18 s 40 P g i A= Jsa R0 40 s K € g s 40 L P 7= 4
R E A g 5 2H 23 (white adipose tissue, WAT) 2 b Ak (4 I 17 2H 23 (beige adipose tissue, BAT)/ ™ ##%
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PSR IR AE BRI M 28 S HE I R A2 [26]. ELWELHMIY IRELe {5 5851 5 ATMs (Akit, @it
JIg Wi .24 (brown adipose tissue, BAT)= #H WAT oAk Sk 51 AR REA g B A 2 EL[27].

JIg 105 2H 4G 5 o s A= s P 5 - B IR T+ (adipokine), (T8 5. AR EE B A5k R A B (1 TN 0 Ui
HIRE, XEYR S5 4 SRR R ThRE 1% [28]. Sarraf P 25 NBFFCREL, RVEANM -7
TNF-a A1 IL-1 BEW8 5] 2 L3758 2= (leptin) /K~ F+ =i AR 5 ZH 2 8 26 mRNA RIA B3 i0[29]. Takahashi K
LENHER T TNF-a X5 HE I 40 s ST 3Rk 1 57 45 1E FH[30]. 3T3-L1 Jii 1y il H iR % 2% (adiponectin)
B R IEFN o0 W AN/ 3R-6 (interleukin-6, 1L-6)FNHI[31]. ELWEAN AR A FALLIZ AN R PES AL 2 T
JIg 7 AL ZA R i) 28 VRGOS, T i 240 B AR ) BB R 433 Dy e 32 1) 9 PR R R R s T R A 50, AT (i g 17
U AL KA .

A TPRE T A5 5 14 I (NAFLD)YE R — R AR R, 3 K T 2 Fh e a0 5 10 2 R I 72 [32] . FAE
Hiff) KCs AL ) BN ZH MU 7E NAFLD Ik i i AR R, I E R B ) R e pl fk, 23k T g iy
AV, RIEFALEARIRRE, T EU0 S FZ PR AU Z AL & A42[33]. Tosello-Trampont AC %5 A )
WEFEUESE T FFE =42 TNF-a [¥] KCs 38 0% NAFLD AR M B2 6 HE . Ak, KCs 4 Mg et
TR A2 ) B AN B Ak IR T R B SR HE R [34]. Nonogaki K 25 AR 7T & B, 1L-6 AT i H-ih = A
(53, S mE il =B R 9 & 42[35]. Bijnen M &5 A Kk AR RE /N B3R I 2EL 25 F 114D 1506 4 b 2 A 241
JHERE A, B L6 5 A e % (2 E IR B S /N BRI e R 4E B 34 . BB kAT NAFLD 1)
#EJE[36]. O’Doherty RM 25 A\ fHF 52T, HFAE A+ KCs H8 i AT2m A H i = g AR SRR sk 5 R Pik
A, A S ALTE B B R R] DA BN X S R AL R A . AR, EEXT TNF-a B R FIHTARBEAE 04
2 T 40 M %) H e = AR R R B 2R [37]

4. RE

G AR U AR RO R, AEIRATE RN VR T e SAC Z ] 3 DI &R, IR AR AR 5%
PRI T S5 T AE K 52 % G 28 27 AR R B 1) 3 AN BB i (I 8 48 SR 487 o IR 2L S URT I o B0 B A% - e
T X 2L 2R P S5 A S ORI R A R IR . B - BRI 2 5 T AR R AR K
Jeid i, ek iR A AL SR B IR A L. AR, HOATAIAT FEAGE S 1 3k - B2 5
Ji AU R P2 A 8 e LR, 80 75 258 22 X WF TR ) B S s S5 AR B2 A (AR ELAR F LR, ey AR
BT R HTE AR .
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