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Abstract Macrophages are one of the most important innate immune cells, the polarization and plasticity
are their distinguishing characteristics. This allows macrophages to respond accurately to local stimulates and li-
gands, and obtain characteristics and functions that match the local microenvironment, to properly participate in the
regulation of tissue homeostasis. However, the disorder of polarization and plasticity is also closely related to dis-
eases. The role of macrophage polarity and plasticity regulation in a variety of physiological and pathological pro-

cesses is still unclear and needs to be sorted out and summarized. Therefore, this review uses pathological processes
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such as infection, inflammation, tumors, and chronic diseases, as well as normal physiological processes such as

tissue repair, aging, and pregnancy to discuss the key role of macrophage polarization and plasticity, in tissue ho-

meostasis and disease. This study aims to describe the overall picture of macrophage polarization and plasticity in

health and disease from a new dimension. Depicting the panorama of macrophage polarity remodeling in health and

disease. Aiming to identify molecules of multiple lineages of polarity remodeling in macrophages. Unraveling the

signaling network and mechanism of macrophage differentiation. Aims to develop a range of drugs and interven-

tions to provide new strategies for the treatment of infections, inflammation, tumors and chronic diseases.
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ROURR Z Itk )& — MBCATRAT I 73 K07, %57
FVEIN A REHE R IE 15 5 M — A AR S U (induc-
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SR Z 5 Febk RAAEAEE ZBRAR, 91 N2
PEHRFF99 B (human immunodeficiency virus, HIV)/&
Ye B A AR AR S (Mi-MO) ) PR IE W5 40 f A
IR 5iZ 00 B RAEEANIP R i, g
#H 5% B 41 i (tumor-associated macrophages, TAMs)
ME DL Z JeiEHER 42K, X R N TAMS R AL A
EU A7 S kT ek T 40 B P A A B B DA % g B 15 v
(P55 RBFIE SR, XK R 2T TAMs
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Fig.1 The related genes and signaling pathways of M1 and M2 macrophages
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Fig.2 Dual implications of macrophage polarization and plasticity

o B BOM AL S A 5aE sOfT iR i B 41 (MO)
WALy — P B2 MR PERFE;, — R 28R, &
5 2 P s PR T O R B 2 — AR AR A ) R
PRI 3 4> SRR B W o 1) 5 ATt 30 34423
077 2P 2 g At AR VAR AL, BV I 2 o R P VR
P BRI AR (E2)M Y. X R, Wb AR R AR 2
B, AT BRI, BIE T TV BT AR A R
FIS EVEAN A ry AL AT Lo PR AN i ) 2
PRI 5 H VR AL 138 A 20 BB, ¥ o L 4 i
AERPER T 2 SR H A AR Y MRS ) R
AT B B T R R 7 A I T A R
BN A LB AT A 7 FEBIR A [FAJ
B B ey 0 2 G 240 T 2R 2 T e
JR NI T I AL, B DI 458

PRI A LR ARG RAE. R AR Ik
T A L e W I 2 T 8 P v ) S0 1 P AR
o7, At MNAHLBE . EE MRS 1L 4
B RE PR T B AN R R BB R AR R SRR, B
E BT ) 245 P2 it 22 Wk 240 JE T 240 1P R 1 A R AT
oA R AR A At

1 ENEZApaR it ELE SRR AR

TE T BRI JRAR L RE b, M 4T B3 o 2 Ak
HARGEERAIMIRR, DR SR R 4%
PRIEF o SR VR 2295 5 S ot ok th £+ 3 98 R I
S AR A 1 A B G s S R R B A TG S AE R
SRRk R,
1.1 fRERE

— N, TE B A0 R 9 S i R

1F F AR A 50 200 6 A A MY, 3 i MHCHS
BERBCR G 45 TAIML, B e T40 M08 i ™ A4+ 30
% -y(interferon-y, IFN-y)%5 > 1155 SHURHUIR B B2
NG NE SN o SR T AT B — L85 Bt 2> R E R 41 Al
AT IR T IR AR R AR i B G R S, S8 R A i
AT B8 I B 3R (1) ARpig AR R Ty 0200,

HIV 2> 72 S IR e 0155 - 1 0 40 L e MLLA A
B 7R E AR BETh 4 B 0 A 4k R+ B 4 a4k
¥ It 14 3[chemokine (C-C motif) ligand 3, CCL3].
CCLARICCLSA5 )™ A2 4, B B E ) HIVAI M1 Y
B2 il ] UK B 5 i E R f . 2
JEHIVZE S B g 40 i [rM2atl Ak, FFH H &K FRic
TR R A RN B HIV AR O R G CD4™ T4
FAIX AL FEHLHIE B 46 N 9692 74 5 (human her-
pes virus, HHV). A ZEE 4 g # (human cytomega-
lovirus, HCM V)1 H A fi5 78 %7 #5 (Japanese encephali-
tis virus, JEV)25%), GANORZESR I 5 T fu Af L,
P 52 PUI  S BR R 9T HIVA 8 PR IE B 41 g
AT R K HIV-=10 20 8 R IR I 2R IA M RYRRAIE
T B4 2 -152 4 (interleukin-1 receptor, IL-1R)
FIM2BURFAE 43 CD206+  TL-4R I A4 Hh [ 2 [ g
2 B (Mi-M) 2> BHTV-1000 58 T e 7 0 20 it H i
FERNY 1Y, IX R BHHIV-1 2 A 15 F k£ m i 14, ] g
FMEHIV-1 FEAEE T SRHE

HIREMATHZ:>V kL4 it 8% 9% B (swine influ-
enza virus, SWIAV)E Je, 2= I 25 H0) i 55 il 6 5 A% 40
Ji/ [ W 41 i P DNA X33 & 1 12(DNA X activa-
tion protein of 12 kDa, DAP12)-7i% 1t T4 ffu #% X -
(nuclear factor of activated T cell, NFAT){& 5 #i%, &
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UBEFE 41 Ao i & 52 {4 -1(triggering receptors expressed
on myeloid cells-1, TREMI). &fkE DAP12AH K hELE
% -1(myeloid DAP12-associating lectin-1, MDLI).
ARGIFEM2 R R A R IE T I, T BUK I,
Ak, 201958 24 568 1K 995 5 il % (corona virus disease
2019, COVID-19)7& — Fft 1 /™ B UL I IR R S8 45 15
JiE 7R B 2 (severe acute respiratory syndrome coro-
na virus 2, SARS-CoV-2)J BRI YL 5| L 1 )™ B SUPERF
W 2 45 5 A fiF, MEIDANINIKJEHZ:PY % B1L 7/E SARS-
CoV-2J&k 4L f5, fifivf EmR 4 f AN (od kb i i 8 57k
AL B2 (angiotensin converting enzyme 2, ACE2)}
% COVID-19f I H At B 2 (e IL-17 IL-7+
IL-1B+ IL-9. IL-2. IL-10. JHJEF3RFEHF -o(tumor
necrosis factor-o, TNF-o)), #3741 i — 5 W 41 f 45 7%
X ¥ (granulocyte-macrophage colony stimulating
factor, GM-CSF). £ 41| il £E V& ] 3 [X] F(granulocyte
colony stimulating factor, G-CSF). IFN-y. A #.#%4f
Jid #4655 1 -1(monocyte chemotactic protein-1, MCP1)
S RIEN T K ERIE, FERIE RS BN
YRR 7 KR, AT RR I 1 B AT AR T
TEVK S W B g4 e M2 R AR Ak, (Rt dH 2 &2
R 2 Rt 7 44k, SR 20 L /ECOVID-19/8%
Y1) 5 B R L m ] 2B (AL AN Bt 2024250,
1.2 HEFMEREKSE

TEANPE . LB S50 SR AL 5, [ 24 i o i
1555 R 7 52 44 (pattern recognition receptors, PRRs)K
TR S5 A4 AR 5% 29 - 155 2 (pathogen-associated mo-
lecular patterns, PAMPs) I A Y54 S 615 5 Ci bl
HH 94> F A5 (damage associated molecular patterns,
DAMPs). Toll#£3Z 14 (toll like receptors, TLRs)F1C
TR 252K (C type lectin receptors, CLRs)Z$PRRs
PR T A 2 B0 2 1) MRS AR AL 5 7 A f
KK T M A Y5 0 TNF-a. IL-1B IL-6. IL-12.
15 T4 (reactive oxygen species, ROS)FI NOP¢27,
MONTOYAZ R HL, IL-108 8 70 15 S MIELE
Wik 241 i = 28 9 M2 Y, T /E TLR 1/2 8 A4 MITFN-y 3 3
T, Aeig 5 FM2AY B R4 i B 3 ML A, SR T 1%
MRS 0 4 o8 i Joi MR X\ 23 A AT T 1) A R i )
W EHIGY, ALY DG, BRI ) AR
A2 — WS, PriE ks i w18 .

SR, AT RN R RN m el &
1) G P2 W6 IR AL, R BH 1k B A A M Y AR AL,

I HL o 5 2 £ R 40 A5 5150 2L M2 RS B 4k DA
2% 9 S SN B A A 2% 1 U o 8 45 4% 23 BT
B (Mycobacterium tuberculosis, Mtb)JE& 4 1] 5. 1 By
B, iy B W& 41 g (alveolar macrophages, AMs) 3 %
ek AM2BYRRAIE R E AR DG JE A, 5 BMtb P 3
Ji. COHEN%E PRI, Bl # IFN-y /5 (1) RO T 44
LS, AMst 2 72 IR G RO AL MR, RE %
IBIL-6+ TL-1bAMTINOSEE & 4% 11 il Mtb ¥ 5 1) 15 -
REFAZEPTR I, B3 73 WA HEHT ) 6 (early secretary an-
tigentic target 6 kDa protein, ESAT-6)&Mtb 734 11—
KNy, KRR RN e B EEOE & E B
li§B(protein kinases B, AKT), it 1My fll il TLR2 A " ¥
1% A ¥ -xB(nuclear factor-kB, NF-xB)FIT-$L 2 1 15
[Al-F(interferon regulatory factor, IRF)Ji%, {8 5 1A &K
el Be B A MIURLRHAE (I AMsHR 14 5 58 M2, &
FAMsH ALY R RAER T RIBES . R e
75 538 L1411 B2 (hemopoietic stem cell, HSC) HE 4w FE,
KAUFMANNZERTR BUKRE R A 175 T FIHSCHL 701k
AL/ E RS, e G A B T H3 R
R ILANT 1T = R B M(H3K 4me3) R 20 2 FTH3 6t
FIR2TAL A LA (H3K27ac) /KT, I R gL 15
Wi $2 = IFN-y. TNF-afIL-1Bf ik, (2 M is
BRAIF K. CHATTERJEES: UL —Fh & N £k
Rocaglalate B8 $i2 =y L0 21 i 0T B AR AR B TFN-y T 2 25,
FEHHIL-4%F H 175 S 4E H . HRocaglates b H#
il K YR 5 I 41 B2 (bone-marrow-derived macrophages,
BMDMs) AJ & 35 34 5M 1A AH OCBE R 1) R I8, 3%
T A W AR A 5, DT 49 1 MLt £ 0 Y P 1) 3
5. SALIBAZECiE i B4l IRNANF H AR K I, B
Wik 240 it A 7 Wi I AR 0 00 BR 5 F€ 0D 17T IR B (Salmo-
nella typhimurium) J 1K IL-6 M1 TNF-a55 42 28 [K 1 Al
ErMUEIRAL . AHECZ TR, EWRYE B AR Al Ak TR
A KSR B D T TR 5, B Wi M2 AL RR
fiEF AL I FRIRIS R ET & . XKL TR
AR IAR VD 1] IR A i i 5 20 72 5 M40 i 1) A Ak
55 ORISR B BRI AR AR

AN, A 252k (Candida albicans)t & — 2%
HEMFATEEURE, KA. B, WHAE &
Z AT A2 40 A . WAGENERZPVR B, [
BREA N 1 ST AA H 22 M MR I 184 5 A7 A E i g
71, 18I 15 F ARG- 1 R I (R HEAG ZR/K A, AT BEL I
515 240 B INOS A A IR 5 BRINO, it 516 40 1 il
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M1 [IM2 IR AL - R G S T 52 Aa AR,
1.3 FHHEHRER

v IR HE L (Trypanosoma cruzi) & 5 55 2 0 i 1K
I3 [ 76 X1, LOVO-MARTINS 2551 81 e [ A4k )
SR OB T BRI DR T A AR AR H,
TG 5 v TG HE H o R gk B 4 R JBOR ENO I
MBI AL, A T & RS . /T — B ANRE
S B, v PROHE HUE I U T AMPAR B ) B
fif [adenosine 5’-monophosphate (AMP)-activated
protein kinase, AMPK RN 7.3 47 5 A5 R 0 8
(mammalian target of rapamycin, mTOR)X{ 75 3= 347
A s 5 400 ) 2o 2 A0 ) Bl 4 14 B 0 0 32 A
(peroxisome proliferators-activated receptors, PPARS)
(R SRTEE, R B A0 i 1m) M2a R A Ak, ke 2k
A DReRs.

A At 2 i HL(Leishmania) 2 L 6 1= N L 41 i
FHEEFL I N AT S, T B8 JRER N I AR, (545
TR, B e R e rp BE 2 3 A2 i) 32 8%
i, 2 EMTR“ES . MUKHOPADHYAY
SN IR A 2 i UL 5 B R 4 MRS A OC K
BIUI TLRI. TLR4. IFNGZAK. (5555 53
1% ¥ (signal transducer and activator of transcription 1,
STATI)FI NOS21) 35 7K ¥ FEAIK, T M2AH G2 K 4l
MRCIFIARGIZZ K /K-F- 44 e 1X A [rjM2 24 1) 5 9
PRI T 25 A S, IR TR e . e SR AT
I, R 2 R o B A G [ M2 B B A R AL
1) AT B A2 8 H AR T A A B gp 63 FH I HE B A4 T 2 )
JIg 16 28 ¥ (lipophosphoglycan, LPG)i% 545 2 RNA
SRS 35 K1 I ZETFIIC 1 10F [ AR, DA Stk [
fife i 32 40 B MBI AL AE DG BE R T RINAP?,

2 EIRRMEEESSKELER

5 4 0 1 B 8 A [ 22 P 9 RE M (B F
PREEIE. RIEVER W SR FEREAL . TSRS PR
ERERESE R AR SRR, TEX S, EEgnim £
TR A RSO R A 3 8 JRE T e 33 P2 ) R AR IR 042,
2.1 FREFE

i BAE (sepsis) A& HH B LB 215145 51 iR AN 32
35 1 R 98 R B2 FH 28 0 DRl 1 XU, 51 R UG A
B 55 Th RS0 1) A0 AL I ) RE RS, & S 5L
% BB R AR R AR T 1 — Fh s S LR
JH FERE AR B, ML W 4 R st 22 ) 1 46 4 i

Al FAnTL-14 IL-3. IL-6. IL-8. TNF-afll IFN-y%
RIFRE N EAEA, MBI R . 15K 2 H0E 0
TN I [ A G 5 N T LA AR O30 R SRR, i A K
it — A o U B JEAR AN BEARIE B 0 2 PR ik
BEREGERE, G y% 40 ph o BV AL D S e A, IR
T4 i (regulatory cells, Tregs)FIM2 E 1% 41 i 73 4
KEFR M T WIL-4. IL-10FITGF-B, FHMI
RS REANM . PRI ROV T M E D, &
Wi RT3 BT DI e AR 1 95, 7 B R e AR 1R i B AL
A3 S AR B HE BT 77, e AT MR T N B 28 SRR IR
B, RN RS AN 2 28 B D ReFEAS ™. HOTCH-
KISSEEMVA I, 15 I 240 Jf Al 1 B 98 5 ik i o
DIAHOE, LB W IR 2 — P S e 0t o, B35
AT 6 A A 0 o) 4 L 0 A B A R B8G m, 7
55 7 JRARTE BRBE /1 T T B0k R MR G 2 ik T
BEST I F LT . LIS RN, Al & H Naringin
RE 2 2 2 i B W 25 3L 2 5 3 IR IR B30 /) Bl IR A7 0
B, IR SO S A7 E B . 3 M K BEL, Narin-
giniid 7% b PPARg {2 3t E MR AR IE IL10. ARG
SEAA IR, et L ) M2 2 A A AT 2% A ik 2 5
EE M iE S -
2.2 RIEMIFTR

2797 (inflammation bowel disease, IBD)7&
— PR L. Bl 45— MeRe 1 i iE SRE
PEBE, BRI  Wn st o 1 5 i 98 R0 S D IR .
FUR I, F20% M IBD & # 23 K e R 45 W S A w8
(colitis associated carcinogenesis, CAC). SINGH %%
I, ELWE 41 MY S 2 R Wi 2 B (ornithine decarboxyl-
ase, ODC)Jf 1o 1)1 il 41 2 FHH3K9 Z WL AL 12 1, i 55
NOS2. TNFAZEMIRIM I K 3RIE, HI 55 5T gL AN
PR, EHECACHE R . 7E 15 % T 52 (AOM)-DSS
PFHICAC/N B, ODCHR K /N BR 1) I 20
PRIRIAS S A B A 8 250D o A, HARIBHATZE)
I e M 2a Y [0 4 0 3 fE 9 A 52 TR M SRR /3R
R e #% 5% [K] 7-3(forkhead or winged helix transcrip-
tion 3, Foxp3)[Kl B IA, {75 5 0 U 15 14 T4 A
()73 Ak, F [E (2 g 5 P i 52 1 3 i 118 &2 . LOSEP
KB, ZETEEE 4 T Didyminfg KM 17 0% 41 ffg 5 5
MBI APERFAE, (R AN 2252 A A M2 2 (1) 15 g
YRR AR, AT S 325 el 4 AR 1 465 M 2% 11 Wi PROE
We 34T AR I Didyminit i {2 32 247 A HADHB K 1%
R I 107 R B AR A, A1) 7 SEORTE T A, o 5 I 2 i
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P E M2 B IR 45 i R e
2.3 TRKSHIERE (L

Bk A T A — v I LA PN R 4 R
AT PR, JLRRE 2 E G B I BAE K Hh 2 B ik p B
MRERES, HEEABMKEMRETI KN
Y1 i T R A2 45 M W K B Rk IR, MERR I3k
&8 BIB— 7 R FE4E 55 BV g0 AR, 5 —Jhm
5 05 240 s R B LI BB W 5, I 2 i L M2 BB A
A, WIS 3 Jok 58 A5 T A4 B B (1) T J . SR 1 il
EPEPAERUR e R AT 1 2205 A A 4
FOOTE R, 5 4 3% 9 B 98 MU AR 5 o 4 B e ) =
TALE, BEINO. N 3 2 — e R S ek i B
SE=RER I kA (Y AN R S R S S C |
Jik SR RERE AL L Co 800 AL UL AT R AR 554, KIM &)
RIILAE B Rk ks B B A B RV R T, AR A A
7 e L 5] 52 4/ 3 B 3% DR AL B - 4 R o o i
[ Y54 B(v-maf musculoapo-neurotic fibrosarcoma
oncogene homolog B, MAFB)# 1A i, i#id Kriip-
pel#E K T-4(Kriippel-like factor 4, KLF4). £EiE&E A
750(zinc-finger protein 750, ZNF750)F1 5 i Sk otk [A]
3(grainyhead-like 3, GRHL3)%% i 2 5 I 41 i [[jM2
B E IR E, X kOB AR R AL e R PR E

MONTAZI-BOROJENIZ: BV B, 223 il it
N TLR4/MAPK/NF-« Bl 1% P4 8 59 L 41 faM 1
RUAH G RN 3R IA, FFE A S PPAR-yi/ M1 4 H
SRR M2, R HEIL-10FIARG- 135, 5]
Fik i FERE AL FE . DINGZEP B4R 22 2 DIRORafk
#8177 2 S AMPKa-STATSE 1%, 1041 L0 20 i 1)
MI1B B AL FE (i HEM2PEAH OC R (R 3Rk, #7R T B
TR AN I AR BO B K R RE AL  S
2.4 NAWPERTRS LR

WFFER I, AR R TS0 PR 975 5 i 17 4 208 1
RAEFVIM G, Nai A2 E R 401 (adipose tissue
macrophages, ATMs){E HH KL O/EH . ATMs
A RBR I S A, S A R AN R T IR SR
S RIPUBIMI B ATMS, 38 A7 B 10 5T 4 A 1111
M2AY, T 1 R 90% I ATMs J& M2, |
A 1%~5%FRIEMIBAHCHH . FUIISAKASE B
FCD11cHCD206FRiE MBI FIM2 I ATMs 5, K F1L
5 RfRE £ 2 A b, R R OE R N ElEE R T 4 40
HHATMs DAM2 Y Jy =, BLAG 55 (140 28 A0 4 5 iR i
HAFEEMIBE S, IF HMI/M2RIATMs Ll . 3

BHRE, BRIV E, NAWAZSEPR
BIM2 7 ATM i i 3035 CD206/TGF-B{5 5 i 4, K
4 B E RS . CD206" M2AY ATMs IS TGE-B/
Smadsf5 5, i@ i #0 A5 157 40 g 4 40 i (adipocyte
progenitor cells, APCs)}§ 58, &% A8 4 B Jik B 2 6
SR AN I BB JE A AR F o T £ BRCD206" M2 7Y
ATM s 23 530/ BB 5 22 BURME RS S (e 0 AT R

3 EREMABRIRHEEESEMELSE

TAMs & 32 1 75 iR 41 23 P 50 F0 41 6] (1) [ 06 48
0, A2 J R T 85 Hh B B 22 (20 50%) Y H % 2
Mo, o5 R I R E 13, V2 ST R B, TAMsi#
Tk A 478 e TR S EA B v A S A (I e 40 T ) A G
J BRI, A 2 TAME CAM2d8, H g+
R A AMHAE FH & M2 B R4 e, HEE 2
F 2 T R T HE TAMUE SCOMAETMIRURIM2 B iy
T TR B3R IR AS 15 I A DG 1)
1, TAM )2 B8 LG A5 ok T b e 1) A2 K B B
J IR T 5 o AN [R5 5 R B AR B2 (&13)1 Y,
3.1 SRS FEMINE

MANTOVANIAE I 1 25 44 1 < B 40 i
SPHTR UL AR, TAMsE A BE A% i S
i 2 bR AR A OCE A . W ST R BN, i RT 2 28
) W A A B A MO A A A M2 A A iR i
GHT BXTAMsLAMI 2 g 32, A H & K& 7 5
i 928 4 i, T L3 38 o R T 2 AR AR R 4 5
T NKZH M A% 8 1 14 s LR 50 % & G000
I B3 4 B PR e P2 N2 2 T A MR R A b s b, R
AT I AR (RpH & B VR R I
BESR ST H R IA 7 g e T iR G I
A& -1(programmed death ligand-1, PD-L1). CD47.
5 5 441 Pt £ V% 31 B R 5 1 (macrophage-colony stimu-
lating factor-1, CSF-1)254> T/ S ik ik, X5
ITAMs M1 R [ M24% 4k, M22 TAMs = 258 14 3%
IEARG-1. KRILF K AE X K (found in inflammatory
zone, FIZZ)F1 H & ¥E 52 #&C1(mannose receptor C1,
MRCI1, JFFRCD206) R iR A, JF 70 WA3% B 4 A=
KA (epidermal growth factor, EGF). CCLI18. &
J5 4 J& £5 A ¥ (matrix metalloproteinase, MMP)%51f¢
RARAEK. REBESERS. £REEE )5,
TAMs 2= V52 {18 B 38 B FF 75 Wb 1 21 24 40 fi A= K R 7
(fibroblast growth factor, FGF). EGFFITGF-B254
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Established cancer Cancer metastasis

Cancer onset Cancer re-growth

TNF-a ROS
ROS IL-6 || RNS - CSF-1
RNS IL-1P TNF-a MSF FGF CCL2 EGF
TNF-a CCL2 IL-6 CCL2 VEGF IL-10 VEGF
IL-6 IL-1B IL-4 MMPs TGF-p MMPs
1L-23 TGE-B CXCLS CXCL12 Cathepsins
uPA
1\ B
}L ) bl | Y - { :)
Y = 7 e ~—
\-i TAMs \_ TAMs —~ \__ TAMs =~ \_*( TAMs =~
~ S~ %o ol S "!'((
Anti-tumor response Tumor cell survival Chemo-resistance Angiogensis
Cancer immunoediting Cancer-related Immunosuppression Invasion & metastasis

inflammation

Tumor re-growth

Immunosuppression

E3 TAMsZEFMERCYR . HER . BRIERIEARREELTE IS EREFRLEHE

Fig.3 The multiple functions and polarization characteristics of TAMs in tumor initiation,

progression, proliferation, invasion and metastasis

IR A ML T B F k. TE B R TAMs 2 2 A2 £
Pl G eI R 7 4nIL-10 70 51 iR ZRE2(prostaglandin
E2, PGE2). TGF-B. I % W 54K K F (vascular
endothelial growth factor, VEGF)%5 DL 55 . & 45
B R Y5 1R 00 1) 42 40 O RN Tregs 40 M .l 21 44 41 il A
L 0T 40 M S5 A 3 IR e e ki, SR VET. NKZH
Feum, ML 5 Ik ELE R A 050,

VP22 4% 6 IRt 7E TAM sl 14 25 98 v 4 S
EH, BT RILMEFEKLF6. EE4 &R EA
1(zinc finger E-box binding homeobox 1, ZEB1)Al i&
TN A% X1 1 (nuclear factor of activated T-cells 1,
NFAT1)% . ZHAOZ VR I, CCAATAY 5T 45 &
1 a(CCAAT/enhancer binding protein a, C/EBPa) fll
KLF652 i T TAMs F] 28 1% (1) < Bk R 1, 2R B Xistr] A
i#3d 5 miR-1013% 4+ %5 C/EBPafl KLF6[f] % ik 3k
I FTAMs AM2d 84 =5 31 MRS, A 24400 1) 7L i A
ONEL R A NG T . AT RE A ki . B4, TAMS
A% P B 2 9, 32 firh e A 45 T o B I R R . 51,
SR IR B AR X 3 I TAM 2 1 R IEARG-1, X 5
RS 5 T IR S 5 720 a8 & VI K,
ARG-18E%F R HAEIA B T RS IR, K AEIHINO
B e TR KR o [FIAE, MR A S
IR ThH 7 944 (A 40 0 X 5t #E TAMs R A A v
SRR, 9 LR 4 (¥ Th2. 40 B B 43 WAIL-4/1L-13,
(e TAMSs [F]M2 BB AL,

FEVE ST AKT/Ras HHESE N 1 LAiF5 - (4 -4

JitlJ% (hepatocellular carcinoma, HCC)H , LIUZ: !k
PG 75 40 i (Kiipffer cells, KCs) LAM27 ¥4k A 3 I
PEEEMIRNA-2067K 1~ 2 3 [, IRHCCHERE . ££
KCs FF 57 155 miRNA-206 )5 , &L KCsH M2
M EE M B R RTAMI A G [, I HKCs&
K I CCL23 S 2 (e 1 41 1 55 11 T4 1 o) I 352 4,
Ik ZZHCCHE F£. RODELLZE A BH, B-34 B 4% 403 K
TR 0.5 J5 B 95 4 TLR7/833)1 77 CDNP-R8481F
%% 2 TAMS, {3 R oA BE TAMs [(M 1 Y B 2 3
AR, S A0 ) feh 8 L S B I PR b 8 5 A AU
XIONGEE!"A BLPD-14E 7] 16 97 Ja , MC387i /8 /N i
{1 it 987 P TAMs & A= A vk # 9, HMIL RS FIMT /M2
Hh ) Y TAMS O 19, M2 LE A7 2>
3.2 [Mi&AE

SRR AN F], 2 MR AR G 1 R
SUPERE R0 1 % (acute myelogenous leukemia,
AML). 2Pk 40 B 1 I (acute lymphocytic
leukemia, ALL)~ &4 bk 240 9 (1 1.9 (chronic lym-
phocytic leukemia, CLL). % &4 & #8J8 (multiple
myeloma, MM). % #4298 (hodgkin lymphoma,
HL)FEE & &k 298 (non-hodgkin lymphoma,
NHL)F) &9 # A AR B R I Rk 2 45 -
MR RGBT RS . (HETE R B
J e B M A B LA Oy 2 —, AR PR B A I
T2 G0 B IR 1) A0 B A FH AR R S A4 T 9T 4
WXIENIR ST S IR
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CHENZE®V g B, 7E ALLH 56 A1 B A o % B0 A7
7E A 195 AH ¢ B W 41 A (leukemia-associated macro-
phages, LAMs), Jf H. P& H 755 58 A0 BT 20 23 s 4k
SRR KIS A MIFIM2EL | I 267 HE B 2 07
R R A AR . S0 i AMLAT T-ALLH LAM
267 YANGZE VR B M2 7 LAMs 5 AML & 3 il
Ja 22 FLREAR R0, e AMZ I DA E RIS AN KL
T-ALL &35 JFF U3 K, 23 A & L AH 9K LAMs(H-
LAMs) = % £ IRINOSZM 1 B A 96 £ [A], i 3k 48 i
Y i 1 JHF R ST #2950 . CHENZEU2% 3 HMLL-AF9
75 FIAML/N R A, 5 00 40 i 3 B M2 23 AR
fiE, 3% W30 5 12 A 1 RR AF 1T BE A B T 3 SRAMLSYT
. AL-MATARYZ:U3V5 B, A K -7 h 37 1 (growth
factor independence 1, GFI1)7E AMLAH < Bk 40 g
(AML-associated macrophages, AAM)i 1t FlIAML 3t
Jerp G H L, GFILEM R FAAMHIL-10. ARG-1
SEM2ARVRHIEYIRIE , itk AMLIERE . M-CSF4rh
JiE 25 & A (mM-CSF) Fl 1] %5 2 (sM-CSF) P 25 BY 424,
WANGZE BB M-CSFAEAMLE # i Kk, IF
HmM-CSFil o i 5 A ik 4% 5 25 4 sRLAMs Y
975 0 P PR e S PR AV E L, JRRAML/ N BRI BE T

W FC R I, KR T8 56 A A M LAMSsIE B
SV, WE SELAMs — M B A MUBLRRAE, T B AT
LAMsA: 1 B AM2AY Re fiE. 1] 8 B Ok Y Ly6C (1)
LAMY B B A 50 2 M UE & R A, FET {23 1 1
I3 4 B B BE A ZUR AT, LIUSES R 1, AMLZ)
BB B A IELAMSs I miRNA R IE A7 AE K 2 57,
H i miR-451aRE L BENOS2HICD 11 BA5 FE R 215, 14
SELAMSs T W 1 1775 40 B 1) B

25 b Pk, S AA iR RN I VR 45 SR i R o
TAMSHILAMs B A BRI R o] 8B A1 ) R
FENE, FEIR MR 40 K. S BE . ey G A I
B E R EEAE A, AT TTAMSRILAMS /2 i)
FLE 0 — Gy ik, SR, H AT TAMSs
FLAMsHREPE B AL N PE A 5835, & XS
TAMSFILAMS A IT F B A Bk, R & 2k T
TAMsHILAMs BEAER ) 1l R+ T B A B K1)
MR B2 B,

4 Bt ELES S HIEMRITR
4.1 BHEBR
ST 218 ME B NERE A8 I B R R

BREZ —, MUFIM22Y B W 41 i 52 2 8 90 2 18 1%
B 2% 1 B B AR 2 2T, I AR ) A A2 AR
ZURE T I PAMPs B.D AMPs - # A£ M 1 7 165 4 i,
Hid FiCD16. CD32. CD80. CD86. MHC II.
IL-1R. iNOSHIZEIE ML R A 7 IL-1p. TL-6+
IL-12 . IL-23. NO-. ROSFIRE IR 2H 2345455144

WA, I 40 B M2 B R A A R 18 R A
— AN EERHE, Rl 2RI R KR S R,
I 20 PR R P MR R Dy M2l g B i Fizz .
Arg-1. A 715 ‘T 45|42 (suppressor of cytokine
signaling, SOCS) ik, 43 WA IL-10. IL-22. TGF-B
EPURAMME T BT R AR R R AR
KT, (e JOE B MAZUE T B9, G S B &
SEFIPG 1S A B, i SRR RIE. BN
R G E, LR TR N, B4
TN 53 . MENGZES R B, M2RY B W4 i 5 5
Y LT YA R B DA 9%, M2 e 4 i % i 4% 1)
A B 3Rk T ik 2 R AR 4R IR 7 I TGF-B. -3,
PEEEEE R3S (galectin-3)FIFGFZE, {5 K EE X0
HWUWLEN 2 H (0-smooth muscle actin, a-SMA) I HIL£F
YN IR IE B AR, TR BELT 4R G I R B E
M £ L 1) ML 128 99, o ) 8 SRE AN A 234315
4.2 1LAIESE

U B (myocardial infarction, MI) it i 0 Il
BN EZRE R, OUUEE S SO0 VIt
51 JERE S B, 3X 25 5 F00 L2 2T B R A
e gi EROR A . BV g A N £E O AL
BEAEJ5 3 B 9 0E LT HEAY, Py v 1 B A 7, —
J7 T, YAPZEER BLO LN AL T fa, (O lE 4 A
S FE A I Ly6C™ 5 A% 41 Jfd 1) 200 i 40 213231, 1X
A 21 i 3 T B AL MR, LTUZE0V% BM A [ I
Y AEMIE B TBOR B AR 2 A4, HrhmiR-155%%
AN AR BE I ) R AR Co F LA 1) 5 26 A RE Fa .
FONBGIEMEOEASBE RS, B,
YAPZEP R L Ly 6C° F A% 40 i £E MU {6 [/ - Ay
M2 7S 4T, 383 2 WATL- 101 28 0, )5 sh4m i
A0S Jo o A AN I A 2B
43 BREHR

AERE AT BRI 242, X PRI LA
FEAR S T 488 AT 08 8 E S S R . R A
Jf o BB Rt —, (R 0 MR B
Fa b R PR AR — B3 24P, HORWOODFEP K
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I E VR M S 58 R AR A BUE
KE . SR, 8] 78 5 T 41 il (mesenchymal stem
cells, MSCs)t 4 Fx Jy 7l 44 e & 48 i, 5 wF 52 % W
M2 W 48 B A 18 75 T 78 JoT T 48 it s 2 o
YEF, BIF 50 & B M2 RS IV 400 i fie v i kb 3081
25 K A 85 F12(bone morphogenetic protein-2, BMP-
2). TGF-BAIfi% & 2% 4 K K+ 1(insulin-like growth
factor 1, IGF-1){ 35 HI| FEMSC /31 9 B4 T B 1 4t
i, JEOE B AL e, th4h, MIYAMOTOZ:!
R I /N BB A A o) 4 1) AR TR S MY B R
S i S 55 R, MBS i 7E LB 7R B8 7 R JSIL-103%
KA R TR, BEEMRCI . ALK SR 2K (AR 4
ARSI R A R 3 SRR T, X LA B P
IR M2 B T A S A R R
4.4 XN

W7 W 2 8 N ) L 2 i o AL P 1 1P o MR
T2 S e A SR RN A o S R 5 R,
R I A R 1 2 R e A 5 B i A ) 2 AL
il 2 —P9. MRC1:&— 28 RE08 14 ) 5 B PAMPsUIN-
LWk-D-ZA FH w WE . L 5 M AD-H 52 hE (1 B xC
PRS2 AR, R NSRS BB 20 M2 R (1
RGN . ZHOUZPYR I, MiBRMRCIG, /N R
FLTE PAMPs R 55 BUFE [ A F ek 55, 2 3 R 2k 30
B VRTR ST 448 0 R TR M s 2 PRI 9, L 37 T4
IL-13F1gE 1A B W 38 o, I B i i F2 . SONG
SEOR IR A R R AN AR (DRA) S S 11 /)N B
Wi #5784 g FH — i AR P B PSN (protostemonine) BE 1%
O8]l B TR T R A MRS S AR AR DR 4 i G B A
FHR 4y Wb, TRV A BE U /D TL-4. TL-5. IL-13F1IL-33
SEThYFAE IR 7 HORE I, 322G 1 R . HE—25 4%
HT & B, PSNGE I #1HIIKLF4. IRF4[) 3£ 15 FISTAT6
WAL, 58 B A BARG-1. YM-1RIFIZZ-11{) %1%,
T P26 ARG M2 2R A DX R (18] 32 308 H 47 i I i IR o

5 ENMERMEESSIEEHIEHIE
5.1 ‘ALAEE

TEANWT AR A A7 A 58 vh - 5 24 P 0 A1
B SR X A T B RRE 2 —, i B R4 i R
i J% BF BB U R HL D e, R — 7 B0 M 2
ENEAMARK SE AR o A AR 28 DR 1R BR A
PR R IR AR, o — TR B R FE A X
7 L M2 B SR AM 1) JORE e B2, i it e B I

R ZEH L, JE IR H S8 BRI A 2L A=, 1K AR IR iR
PEREA R A DV G B 75 (191798, KLINKERT %51
KB cFMS B0 #1175 GW 2580 1] LABH B CSF- 115
5, EA IR ALM2 R I 4 A 3 B RS B 2 AR,
SRR AOE . ERLGE  ATMO I A R
0 B JE AR vk 55 A4 1 DL . KIM AR 1Y)
R LB TR M2 2 [ 20 e A A A Bz T VRS B
WG, 1AM M2 R AL RRAE, K%
B I A R AR AR R UAR B, i
HIaEE .
52 ®=#

3L AR AW AE QAL G A 555 11 3 . R
BHTREAG 2 ML RE BT 3 55 58 M SR T 10 H AR IR
Z, Hh w2 o EpE a DhRe 2 M EL. <%
i 14 5 272 N A W 5 18 A B JRE A7 AE % 1)
RI, & T O A IS RIS R A R
FZFh B B S M 2 k(1) 1 B R R 2 — 1o,

T SRR R IE RS I 4, AT 453 3 AT 40
AR I N = 2 4549 (acute liver injury, ALI), #%
A FHCANVEN 32 (acute liver failure, ALF). 4= &
RAE RN EIET.. BLOOMERZ: 103 3 35 % 4>
PR SR S s R G0 1) 7 5 B0, JF B2 4F 1 Fischer
344K BRI AE B g gE i g = B . 5FERK
(6 A LL, &8 KR4 )RR I 2 1)
MR B0, FE #EINOSA5JE K 32 ik, 17 78 S Ak
EL(GACI) b B 5 52 47 K BRUTE T 1 200 e A 4 3 28 Dy
M2AY, LIUSEUTR I, FE R AR S L (TAA) IS 3 1
AL, 224/ R0 00 2 B RO 48 A ol 7K B 1,
1) R 24 L 1 A P R LA e AR A M AL
S22 3 3R IEATGSfE i 35 52 2 /) BRI 40 i 1)
E AR FH, o5 BT 45403, B AR 28 hE R 7K1, A 5 g
4 ff B A A M2 Y
53 ik

AR, PRZ A R) 3 A i 24 o g s 2H 21
HH 4 L PRI 20%~30%, 5t A5 W 48 i PR 6K 14 2 28
JiG 0 AR A T AR Ak, X A 45 Wk 4 AR A2 06 200 52 31 5
A H R, BT TR I IR 0 1A B 4
W PRS2 BIUEURAE OGCIER . EE I Fe A R At A
FKAMMPTAG. Notch(5 5 HERZ AR, MAHH
5 % HU R A A0

Bilhn, 75 4F 4R Bl R, MEPE /N RASZRE 5 38 1R
T EAMU/M2E BN B 1016 7E 554K %
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21:1.450, LIRS T B NIRRT
T TE) SR, 50 ARA £ A N AT MU /M2 EL 481 4k SR B A
BALVF—EHFFSEBE R . HAMOREN R
HMIUMIIESSERAMREFEES S FEE R E M
BGAM R RS . MAERR B R B RS 250 1
AT, WAL 23 5 W2 i 3 AM2 8L F, RIEMRCI
CD1635 AL, IXAFREA G ) L4ERF i 52,
RIFGY ) VEKMEZEEHRY, &5, £EH
Sy WIS M1/M2 5 g4 B L3 B SR 38 0, K& B2
Hu3g i CD80. CD86AI AL H 41 i 4t )i DR (human
leukocyte antigen, HLA-DR)f) 31K FIIL-127 73, [
RIL-101ANTGF-B7K -, Jak 55 BEA X e J LI TR 52 55 2%
fuh & 43 W o 1 PHILLIPPEZE U010 Sy fE & B 4T ik
)&, B JLIITEHADNA . RNAFI AN A 5 i 7K - 5 3%
ThEn, SRR E 4R TLR3. TLR7. TLRS.
TLROH)E M, FFRETBZ P 2 1t DR 1 R0 BEAA
KRG, SRR, AN, LIZEMR B, W YR
1ML %7 & 4iE (pregnancy-induced hypertension, PIH)5
W 2 Bl M 2R R U AE oG . ST HEZHAR B, PIH
HEVEAHICDS86. TNF-afilIL-1pRIEK T+ &, 1M
CD163. IL-4. IL-10R11L-13&iA KB, 123k
M1/M2 24 24 Jfa b A7 - i APTH A 6

6 LE5RE

R BRI, ARSCUURGL. RIE. MR 2R
SR REMA LB R . MRS I AT
FENVIN R, I W 40 e Al o 28 o R e LR Y
REEAE AR AR 70 X R, 0 40 B 7 AN [A)
SAE T BB P 2 S R B LR R R mT B, 5
WITE 98 RE AH DG 3 A7 72 K & ML B AR AL, T %
B ANEA . E T ERAT AR HUER S AT A i B A )
TM2AY . [A] ok EE 9 I A i A A 4 o g R A
Be ) —Fh 13 BATHE J1 00 5, TR A2 SR s ) A
FTA ARG JFAR, Pt DL 2 KR B AR S5 A 7= A= it 24
Al REE . (AR E RN, BRI R A1
Hok, B2 — RS T 2 R KA /EH B2 R
P W, 1% 1 B FRATTRT 06 240 AR AL T AL i it o 78
g5 1A, T BUX I G S R R R R I AT it — D
W ] WL 7R 22 P A I 4 AR P Al A 2 AL
], 0 T BH A3 AR AR e 24 e 92 8 3R 34 A% A TR
2N T B, JF AL S REE AT 28 6E A1 g P
T3 (00 R B I 4 8 HOGHE 7y . 7800 95 SERIR Je

KT EWEA AR R B ARAE . H AR T A5 5 M
2% E BRSO, AR T K AE 8 BT B0 77 AR SR
(1N 7 25 O AT RE, AT B B R R OONT
el F) S A AL

I 40 A0 A R T 28 4 BT 2 A i i Bl RO
RAERIIRZE, BOR Itk R R O 2%, H
VR 2 W T0E R UAS D0 T AR 5 2 R PR 28 e
DA Z 0 A X 2y, 2 HIM2a. M2b &% T Y 1 Xk
LA PR B IZHR B, XA R i
e e . B U, X R AR R A 2 A
FE T RE AR R BUEL Fr (AR OGSE [A], 4 g LA TR 2%
A R AANE ST A S R E 2. SR H AT
IR T BL HUM AN M1 532 A LA S BLAE S A
T 2E F e A rh e 2 SO I B A I SR . i
HPIACE R 7252 T LR 0 I AR A R 52 2% 2 A
SRR FC R, XA TAMsS 3185 R 4 35 0 35 4 78
VF 22 9 TR I 4 I PR AR A R A R AR AR o
BRI BB A RHANBE FUANFZ R,

AROR AR I H i B 1% 56 P 7 45 58 B A iR A
PEE PR R T Ea R R(E 5 %
AR AR A B 2R (0 2T WLAI o 7 2 Rl fg
SCHLTESE R U 2R UL v 2 i b 1,
2R PO AR OC B R AR B A AL T, DIIF R T B
WG 210t R 178 2 PO 17 250, R I . SONE B
it R S5 B A S AT SRS
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