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Abstract: Tumor microenvironment (TME) is composed of multiple types of cells and factors. Tumor

infiltrating macrophage is termed of tumor associate macrophage (TAM), accounting for about 50% of tumor

infiltrating cells, and is an important component of the TME. TAM has been shown to promote the

proliferation, invasion, and metastasis of tumor cells, and its infiltration and activation are closely related to the

patient’s response to treatment and prognosis. Therefore, studying the functions and regulatory mechanisms of

TAM can help the development of new strategies for tumor therapy. It has been found that TAM can indirectly

affect tumor progression through interactions with T lymphocytes, B lymphocytes, natural killer (NK) cells

and other cells, in addition to directly affecting tumor cells. This paper reviews the mechanisms of interaction

between TAM and other cell types in TME and their effects on tumor progression, and explores the potential of

TAM as tumor therapeutic targets.
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TGF-B1). Hanf A 5~ BL R b R AR B 7 32 44
(epidermal growth factor receptor, EGFR)1JACAARI
Bl P 2T 4 4 i AR A R . TAMUJZ i JRg 20 4
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SRR FARKRIA K, I3 30 T 0 5 5 (1 72
F¥ s [FEE, FESE 0T 40 i = A a4 IR 7 A A KA
T, HEEZ RN, 5T
AR (I TAM™,

ENCD4™ THIM R EE A 2 —, Tregnl LA
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BA A2 M TAM AR AL . A KRB R BT,
233 5T GAB A A H ¥ AL A B 40 RN 22 41 5 B A
SRUAHEIEAS 5 01, 1%l R gk A% 2
A, BEMAETAMA]H 2% 70 WAIL-10Zh B 3 S 1k
MBI AR Y E iR Jae R i S A e A5 78 s 5
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TAMAIMDSCHB B8 X T D 11 D i 7= AE B 2 10
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WO 1 28 BV A 5 MR 75 5 I MDS CHL 85 9%
&, EWEAMIL-12RIAK T2 FR80% A |,
[ B LA 58 IR 7 B0 43 9t 2 52 B P, AT 412
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BRI R R OB AL . U R G R I AR S
ITAMREZ 5%, FEEELPWEAN. ™~
AZROS. 5078 I & A= i AN T8 55 A% ok 52 i g A
K, AT MUAIM2 53 28051, vk an i n]
DU AR I ThRE 0 ANTARIN2IE R 76 i Bk
WO RS, ETGE-BIE T, TANsIE
UL MIEN2EYL; FH I TGF-BIIAE F Sl S IFN-
BIAZRIE 1] LUK TANS HE AL N BN 1 210591 k5
TAMAS R A2, TANSs IR A0S I 72 2 75 AT
HrEET,

TE T2 B s /N SRR ZRY o, 5 B fd o 45 i 8 4
JRLER) /N BRORH BE L [ SR TANCGRI g 48 i 1) /)N B
o R AR AR A R e AL I R 2 G . TANHT
PL4r W CCL2FICCL1 75 42 TAM Ml Treg, L% S
Jed 1= 28 R0 LA A B, 380 P e T L A R 2, A
AN Mg A K. ARSI T, TAN U A
s A E g Y.

e L 2 SR I CSE 1R A 3 5 0 4 i v M2
TR AR SR M R T 4h, TANIE AT DL 1T 4330k
i A AL P (myeloperoxidase, MPO)XRZE 4 FI1
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FRR BRI AU PO S5 1, H 2 HDNAL K
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bactericidal networks, NETS)HJ4FIESE A . X FPF
TR 25 ) 2 A v VR A0 L R A0 B0 T 5 T i B 47
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Jit 988 240 L i 2 R R U7, TR NE TsIE n] LA@ i
& 5 Jr) BB AR A R SRR AR A B A R
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2.2.6 TAM 5 CAFs#Aa ZAE A

S £ 4 2 B 2 45 4 4H 2R b Al AL TR 4 2
—, KR RUR R S [ R 40 0 A% 1 43 S
M, JFHREBEA, AFECME & Fi ik
T3 o AE R RPN S5 v R R R O ) T A A L
TE SN R A O B AT 4E 4 (cancer-associated
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JICET 2 A0 I AR T B8 AE T i R A 1 B B B
WoE, HHUIE=ECAF, MWIMRS 5 H A EE,
FSCET 24 40 1 i 90 mT DU bR L R, EE 2= mT B
B HE R S . TAMLZ & & CAF R X
R B 2 RS R e A SR, TAMP £ 1)
FHRATAE B W] DA a3k S B2 0K 400 v A UL
FRET USRI, T BB T s JH e 78 1) 41 44K
W i, e N RN A i TME H
WEB T —ANH I L Smad3 A H 0 S B 1Y 1) 2 - 1] 7
Jii ¥4k (mesothelial-to-mesenchymal transition,
MMT) i #Z ML M2 B TAMAT2E B 140 i 3% R
CAFIZHE, JFEMMTHE NTAM{E#ECAFTE K 1
— RO BRI T R AT DUE B, TAMXE
C AF 11 758 A4 762 Y 0 20 i 5005 #8 k2 %5 JE % G B 1)
fEH

Britz 4h, TAMMCAFH A K] DU 3L (R
B FH B R i b e 4 M s B, AT DL e g i iy
B RO S A 2 5 I R . T A R BT
0 225 2 b K B 5 ) i Y 00 L R G At 5 20 i £ A
Koy, Hrr, DLCSF-1RMRER R H Tl N
5 00t i) o A B ROREERE . IEM2 A TAMA Ky
AT DAS I 4T 4E 40 L FIMMT, - AT 3 5RC AF 1)
L AR 2268 70, T Borh 4 BR 4 M 8 ) 3 6 AN 42
ZEhE 3R . CAFAR AT LA LA Sk 95 IR T 1 )7 X
TEHBETAMIFIM2ARAY, , - AT P 7 88 £ e ey sk ™

3 TAMZEREIRTT FHIR A

3.1 o] B AR RIS T &

iy FiR A, TAMAETME A A 5T i
R AR RE PR A T R R, TR L AR [ TAMU i
JEIRIT ISR R S G R S B . H RTEE
TAM 697 SR mE £ B GRS A 7. 2
BTAMAIRES . THFRTAM. 5 TAMAE /8 =
S,

KX IR EL AT AR iz B T4 HI TAM
VA TT IR, AT DU FH XU R S 1 3 M2 5 400
T ML B 5 A3 1 SE B/ 7k Y TAMER . 36
IR TR M 200 e 5 s 290 D 50 o L 2 WA TL-21 %
SRR, DD G g A BB e A . JE
CRISPREZ A il b B 41 B B 14 2 1 (1) 5 i 5 R
PD-L1. IL-10, W] L] R 40 i A 5 0 S % 410
)04, TR A CSF-1 K& 32 44k (1 07 30t ] Ak AR
TAM M2 4R Ak, 338 1 BEL BT 5 76 i fle Jo 97 o 1 %
JR . CSF-152 1A B 411 771 G W25 80 AE 1 i) [ 13t
ML ThRE, D M2 B TAMAE I 359 50 &5 90 ik 984 iz
SRR, R R IR KRER , CSF- 1R
TR RE AR T I N R 40 R aE M, o R R R K
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BET B
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fade, £ FHEmactuzumab(—Ff 5 41 A\ JE AL 5 50 [
IgG1Hi/AR) LM CSFIR ~RAL &5k, BT K152
P ZRAGKI AR 5 5 2 R B0E , b e HUR
H IR 2L R HCD68/CD163 " F I 41 i I3 2% ik
NG Ah, TR R, T RE [ aCD206
e SRR T LU R TAM B D BE , AT 49061 22 o
FE JE TR 24 b8 4 e fr A= K

CD47 —MEERMKEH, MSIRPoZH
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£ i e B AR HTRT 6 3R ke B AR Y. H T R
i AT LLH] FH CD4 75545 5 ok 1k 38 56 K 4 58 1) 77 g
TEF, BGRB8 HCDA7 ) B v B Bt 4k o A
ZER G T, S o R 4 Y 3 A R AR
(antibody-dependent cellular phagocytosis,
ADCP), %77 4 O B 15 R o ) BUAS B 25
R, I BT ADCP ) 8CR 25 B B s e 245 7t
B2 B ], A0 RIS R RS T 451
XF IX A 24 1 R AT S ABIE, T 32 i P Bk
BRI PR 282, 9 o el PR 245 PR 3R 43 1 W E VR T
%H}%[%]o
3.2 CAR-M#RiHE
ERHEETT B R TSR, ke itz
(chimeric antigen receptor, CAR)IE HY F W 41 A 4
PEIT RS T E R . CARMEA—F Lk
FER, @RI AE N LA R4 2 i 52 A
CARJTHH S HFrd MR HT IR 45 &, 1R A 44
i 5 A1 1 52 A s 92 400 D B E ) 1) 308 1% 70 R R
g Y, xf b HACARS T 9:(CAR-T. CAR-NK)7E
SEARIE VR YT PIRIE N A 2 A G TME R
W PESE R IR, CAR-MAKFE B 40 i /E TME4H i
HEH (50 %) B K BE 98 73 A B R EC M
MMPs™ | GELE G2 ik TME - 52 358 A 201 i 7
AR . TAMILHRM2BL/E TMEH () 5036 7 LU e
I B R R T A & B AL .
A, TAMKJIR IE A B 52 2 s Az = I CCL2.
CSF1. VEGFZF4E A5 HIfE IR M, A ) s
SEETMER, P i sk 06 AF &8 Bk 5 1Y
AL TR, LA B AE TME A
AR,
AT, AR A A B AR SR
SFZIEE T4 (induced pluripotent stem cells,
iPSC)7i b, F¥ & A CD86MFcRY M P &5 1445 1)
CAR¥: 3 ZIiPSC 5 () W40 i b ] LLER 15 5 3L
I HIFICAR-M. X EiPSCi T 7 4 [ICAR-M
(CAR-IMACs)RKILHHM2R AL, {H 5 i 5 41 i 2 ik
JE R AT IR, IF MBS Rk U R 2L
B, SRS BURE R i CD 147
i &5 ¥ 3R 15 11 [ CAR-147-MBEHKFECD 147 R 1A
MMPsSEIXTECME R EE, HIRCD147H5 [HLAS

B R, KR AT g S B AR R o ) R R R
F&a, B5CD3T THIMMIZIE, e 4
K R ) N R AR KR P 22 4k 2 (human
epidermal growth factor receptor 2, HER2)[HJCAR-
MBEXS T SCOV3 & 175 K il % 72 9 iE FRINS GS /) Bl
S AR R E MR, 5 R TMEJE B % 38
B IR SEIG /NI . BT TR B
Hi(lipid droplet high, LD")f) 42 # 41 g £ 22
CCR7\T SE Hise e, et T R
KCCR7 A ZMGI 4 M) CAR-M, =L I FH 45
LD"CCR7" %32 1] 40 ft AN i 88 2L 4 1) 3 3t Y28
BERE, 554 S b gt

R ARG, T HAFDAH 445 2 AHER2
B CAR-MZ2 I FH TR T SEi B, R
R, BN TMES2 M0 245497 250 1) g v o7 S 4t
HEZEME,

4 RESRE

TAMAE A I8 A (1) DG B A Bt 23, 72 IR A=
KSR, HiloZRR%RAN 2
AT b, BB M I TAM AT DL I %405 o e
gif, ] DLVE S R b i s A M, 5 s B
PE SRR G e N . (EAETME R 8 £ 3 i M2 Y
TAMNG 175 5 I J60 200 i G 92 6 3R 2 g 10 5 2 Bl DA
KR it A KR . B b, 7E @ E R
FLZTR) “M1-M2” R 77 A2 2 T Th1/Th2 =
IIVE I T BAE A, AR A X LA TAMAE SE B iR &
P EEERBITEUREY. HLZ T, B
Wi 20 R A5 1) 3R Y B 22 52 B BT Ab IR 855 3 A0 AS 5 1)
SEBR I, DR I S o 40 R R % 1 IR 4%
JITH PRI R, BRSO H AR 4 R A T R
HEE R R, ik, FATTR T U TAMS T
ML B S NK 4 45 S A2 1) HAh b 2 48 i 7
TMEH KA EE BAE, B € T TAMETMES [
FERI. EEVEAM T FHIMIBGEITRES,
TEAETAM B TR AL, SEILTAMIE B 55 S A7 i
PENIERIGTT AR T B . 1M ATVR IR CAR-M B AR
DA A HA CAR I SR IR S AR 35, R I H 9 K (1)
BIT MR R 5. FEBEETT RN, TAM
AH AR H 77 sAETME H 5 IR N 18 5 AL K 2
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