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FRAET S MR AT G . RSN ALy #1a)
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FANEEAT o A RIS BRI R 48 T g
A A B B R 5 SR BIMUE . SR AR PR
i TEE %) 8 P A T A e A B <7 5 L, I e VA T
H R A 19 988 1 34 355 (tumor microenvironment , TME ) 7
I Z G FAE VAR . X — W& B G285 Y I IR A 5
R SR A ) b 20 ML R Y T O SR LA G
ARG HERE , SR TME B0 78 Forp g 381 1 AN ] 200 A8 £
. TME H 8 #H ¢ B4 Y (tumor—associated mac—
rophages , TAMs ) . JIJ83 A ST 2 4 At 45 25 o 2 i, DA
PNELY DS R X v R 5 | = [0V o ) e S i g
HE I 20 AR R FR B O TR . A TME
I 5 0 IR 2 — , TAMs {2 28 i 4 it & 4F
Bz —[8] Jii #% ft (epithelial-mesenchymal transition, EMT) |
R MR RE I I B AN o RIIE , TR AR SY TAMSs
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TETHACE BT AS B/ FIRILR] , X i B i 7 o
HAg RS AR SOk TAMs WA AT TAMS 8453 fh i
PRI IR 28 e R 19 A2 W 2 A7 Ol A S0 T ML R B G
FRHE 136 I 50 W 1 T 98 0 R A — 23k, 15 A D i 1)
TAMs 5 0 1H A6 38 M8 B A2 i ) 7 a8 (1 B A 3l 5
WFFETT 1A

1 TAMsHIE X Fa4y3E

EL AR T e R e R G0, T2 A% 4 534k
MK, 71 32 B A L 4 2O A% 25 2 o 2 0o A v R S A
o SEEEIHRIET TME H i B W20 AR N TAMSs , 2
TME " i 20y e e 0 Mo i, B s Bl 3k . 32
TME AN [R5 -S04, W20 it n e A e A0 2 46 (R s
YU AL ) < A 530 B AL (MO) P AR Ak A 28 LT
(9 M1 RUFIERAC IO g M2 R, 2 fis 20 T R —y M
A ML TR s 2 e i ELAT A R RN MR e, 940
W 140 A 2% (interleukin, IL) — 1B . IL—6 . [} 983 TR 3E A
F-—a (tumor necrosis factor—a, TNF—o ) 2 R AER T 1M
H TL—-4  IL—13 3303805 S it M2 1 5 I 40 it DU 7 i ogg
A KB RS I g kiR TR EOCEEfR 8, I AR 1L~
10 A1 5% 4k A K [ 7 - B (transforming growth factor- 3,
TGF-B) %4 R T, 7ETME o', TAMs £ 5 M2 Bl , %
ik CD206.CD163 FE bR , I 4 WA il 48 P9 J A R R
TGF-B . IL-10 298 K ¥ ; i 1k CD86 .CD8O ) M1 %4
TAMs B/ UL, Ak, CD68 E M2 H kAN br 54,
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H T LURA G20 6 %) o A5 R
2 EMT 70 fd1988 H 2F (tumor budding, TB)

2.1 EMT EMTZ&—PZHREE ZLRA TR
HIEOPUN S LR s AR S 1o R = ) A S S
EMT & & H, IiiJd 20 Mt 2k 1 B2 e (AN S8 5% 1 422 2
Ji 1B 8 B A R 3K B Tt — L G AR 1 ), 3R A5 1] 78 o
FAN (AU G R IE | 240 0 1) 266 B ek 55 L DR 2 T L
Z AR ZEBRE IR ) o 15> T2, EMT % 58 A+
U0 Snail W 25 GGG AN K1 2 BEAR E & 455 TR
HE B 11 1L 1 S0 0 P R T — A — MR e 2 S R 5 1)
R A R bR AR E-ES R AR A, AR ) R A
PanpE B H N-RE I RGA . Ak, [R] e B R AL
it 55 58 TME JE Wi B2 E AL B B, BELAS 25 08 35 0T 15 =
eI RbIR S AT 25 , NI ECGRIT R, I, EMT
SEARTENIE 2R JBTT IR R () S pL]
1M TAMs SR B TR 2 B R F R
22 TB TBISZZEATHT AT T 5 e 40 i 5 5
SRR IERIEAF IG5 I oA L O — R B
il RS RIG S ST TR R 4IRS, KIBILLR
22 BN TB WITE W5 EMT 5 VI AH ¢ , 78 5% B e 1R By
B R BRI M2 T EMT 5 R4S R2 RE ) , R
TE B TB, B TB AR EMF 58 EMT S AR Pbr i 2
AR A BF 58 FE IR | AE 45 B % 8 (colorectal cancer,
CRC) JHFE R . %%’E(gastric cancer, GC) ™52 5 TB &
P B L ] R A B 85 v o R S 5 A0 (4l €D8* T 4
Jd M1 5 TAMs RS AR A0 A ) A0 9 AR eI S5 4 i
[ 41 X 3k #E (forkhead box , Fox) B3 FH ¥4 T 41 i . M2 7Y
TAMs] 38 227 TB K H:J& [l LT+ B i) SO B8 45
F, R AR IT EMT 3o B2 op a4 it 5 3o 58 1) 58 .
FERLHIRAL 7 E 2 O,

3 TAMs 5EEMENERERE

3.1 TAMs 5 GCy W5 & B, GCHE A EMT 45 E 5
TME B0 P40 i 2 AH OC , H v TAMs 2 5 28 41 A
A3 XiagSE FFE H6 7R, 1 I 200 A ok R B4 4 LB 1 T
L(cathepsin L, CTSL) ] 3@ R 7 GC 4R i EMT & g
4 B M2 FER AR g =2 22 A A%, L5 D163
AT LE RS T G AL RE 47, $ M2 B TAMs 3 i CTSL ¢
Jiyge {2 22 m VT LA AR . LR GOk
T 1 [v0) 78[5 240 il 3 5 3 W6 TL—6 11 TL—8 Y17 Janus
1 2 (Janus kinase 2, JAK2) /M5 555 5 K% 55 38006 I+

3 (signal transducer and activator of transcription, STAT) 3

+ 1564 -

WIS 2026 5 48 B 145

55, 755 B A0 M2 B Ak, AT {2 3 GC 41 i )
T REKEMT, 4K, GC 5 TAMs # AR 1 XL k]
VAL 328 07 P A <tk 40 T 75 S B W A i od 32 38 C-X-
C L% Ak K 7 B A& (C—=X~C motif chemokine ligand,
CXCL)8, il it CXCL8/C-X-C Kb A 132 1A (C-X-
C motif chemokine receptor, CXCR) 1/2/JAK/STAT1 ifi %
B GC AN (R 22 5 195 | 1M 52 CXCLS 3 ) GC 4l
U3 2o 4306 TL—10 S 75 5 e 440 it M2 A B CX -
CL8 Rk , U HUIE S B GC Hh sy IR IR T R P b
fif} A ¢ 85 F 2 (adenylyl cyclase— assaciated protein 2,
CAP2) SZ 55 5 JUN R, JF38 i3 5 52 AR B00G 35 9%
B C1 455 3005 TR IR I B 988 J2E TR Sre/Zh 5 BE L (focal
adhesion kinase , FAK)/48 it AN5 5 8 15 1 B/ (extracel—
lular signal-regulated kinase, ERK)il % , 23 Wb 114 I 1L~
101755 E WA i M4k fk, J5 & P i TGF-B1 {2 k4%
T BRI 1 K X TGF-B1/JUN/CAP2 1F R B ER B
R AEEE CAP2 By B F2IA1,

32 TAMs 5.CRC  7ECRCHTME H, Ji HAE TB BT,
S PIRE E E A . 2S A AT B, 2 T CRC
Y60 wm I FE P ) TAMs (=2.6 1~ 7T 322 8 45 20 i
A H M2 Y TAMs 7EA= 22 BT S TB X1 23
5 EMT F#AE Xk s BE &0, W CRC 41 il o £
FRL ) S0 3 e e 4R P TME JH2 3 A SR 28568, |A)
TR LA CRC I 433 CXCL2 LI4ASE M2 A TAMs
PEUERPIREFERS" s 5 BE 5L RS F ALY CRC 4 Afm 22K ik
A3 RNA (microRNA , miR) — 106b—5p #l miR—106a—5p
B B 31 W5 A0 LA 2 S0 15 s 200 e 1) M2 A Ak, 2817
PLIE R AR EMT B AH AT 8" SMAR-
CA1 PR 9 CRC 4 38 i 4 28 K- F 1 S5 e g 44
Jits JAK2/STATS 3 #% 4K 5l EMT, 175 5 5 W 21 it M2 B
B2, TAMs R UR ) 1L-6 5 EMT % CRC 4 i 433 ) C—
C Jp#atk A F B (C-C motif chemokine ligand, CCL)
2 W IE S A 1] 6, 38 4 0% JAK2/STAT3/miR-506-3p/
FoxQ1 5l 4E JE EMT 190 25 57 £ TAMs®", TAMs 3K I Y
IL-6 7E TB X JU R Ok, 22 5T CRC 40 il ey B 3%
RN v RS AR R IR -3 1Y CRC 40 fid o CCL26/
C-CHJF#atk N 73214 3(C-C chemokine receptor type
3, CCR3) ™4 TAMs i) 22 24 )5 16 AL &8 S
I K, ERIL-6 FIL-8 1Y 3Rk, LA S CRC 4 il &/
EMT™, I4h, TAMs 2 54 657 #iht. M2 B TAMs
A 3E ot A5 EMT M 80% CCL22/ N Tk LB 3— 8 i/ 2
1 B ( protein kinase B, Akt) W PEKIES CRC X 5-9UKR
W E N 25, JAF RS 5T R R TAMs B4 98 DI fg
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I IR P s HYSFEBTM R E T . fln, T4 fiAE CRC
40 g AT RE 47 55 CD68* TAMs 2 iy i kb 1 12 28 R Y %
TB DX, 1M1 175 5 5 9% SO0, il J2& CD8* T 4 e il
CD20" Btk U 40 it ) S 4, 0 B 00 I 452 28 4 g 2 A
EMT #Y 21 fiig™>',

3.3 TAMs 5/ (hepatocellular carcinoma, HCC) HCC
{RZZFIE EMT #%.0 X SUH A7 7E TAMs #2318, BF5E %
B, TAMs >k 5 119 IL—-8 AT o JAK2/STAT3/Snail 5 5 i
55 S HCC 4 ig EMT™; M2 %I TAMSs K8 (1) CCL17%"F11
TNF-o* 4 1iF 52 7] 1 [m] 842 HCC /) EMT #E 78 & 11
ey, AR R A TR G R 5 TAMs Z 1]
AL J) R R AL 10, HCC 20 M SR FERE AT 38
1 Toll ¥ 3Z 1A 4 (Toll-like receptor 4, TLR4)/7% TIR 4514
Ak B AR T~k B A5 5l 175 5 M2 B TAMs B
BIL-18, J5 & 5 84805 3 7 - 1o B [F] 3 58 EMT 3
TR R R U B 45 T 1 (] 78 5T 2 8 HC.C 240 i B
WAIR) CCL20, W] 1 I TAMs Hh s Wik iz 2,3 XU Jii 4 il (1) 2
KA T 40 MG 5, B YR SR AR A, M2
Y TAMs 2K 5 1) miR—-23a~3p A {2 #f HCC 41l i EMT . i75
S LA A R LA B S LA S A T T A2 50 ) HCC 40
Jid 33 i CCL2/CCR2 Bl — 2 # 55 M2 5 TAMs, J¥ Ji
IE R RIREE

3.4 TAMs 5HAELEME B SR , N IERBAR
22 AR I 2 IR, PR R B R BT AR
727 i i 5 IR 9 (pancreatic ductal adenocarcinoma,
PDAC) , M1 % TAMs b f5lZ8 8 B A1 , M2 7 TAMSs He 4514
I AN, A AT Ak 8 R i SRS A A Y A R
r, TAMSs $& (I A A R ] 3 P IR A 5 R R 2 L
YEHT S ilan, 76 IR AE RS T M2 R TAMS SF I (1) R 4
it — 50 40 7 )38 DAL TN — o 40 AR ) 285 B
1.1L-6 J% CCL1,CCR3 45l 8 i 1 Aki3/& 1 Il 2 1R 1Y
Akt JIEH) 40 kDa 2 P15 538 B 5 EMT™ . 7E 8 718 5]
98, CXCL2/CXCR2 A 5 HAR 281 75 S EMT i
FEOS A R AR v, CCL2/22 28 ST AL B 1A 1 it T8 it/
ERK/ETS K451 1/Snail {558 B UL EMT 1 M
i, iRt CCL2/CCR2 il S5 - Ak M2 I TAMS, JE
JRAE SATE IR, /N B B AR B AR S , 35 PE A I
A CCL2 iR vl o s e Igg P ™, sedh ARt
o g A L MR AR ) IR 5 5 )8 5 TAMs T REY
PDAC A TAMs 5 3 Warburg 183454 , 18 56 1) F A
P fife (AL B L o W I A R S5 R R RS R AR O™
T fit 410 #1701 2 50 40 567 %6 % 1T A R i TAMSs 9 0% iz
i T 1 2 T ) 5 L A A R AR R A8 B

EMT [ fg J1°,
TAMs 5 [ 4 i sh 25 B A AR S5 B AL O HIL
il WL 1

H TAMSs R I M OCEE AN Y ; EMT SRy L Bz —[a] B k.
Bl TAMs 5 M4 sh 7S 5 A4E BB R RSP R 2K

4 $BE TAMs iFf=iE B b EMT KRB HE AR

4.1 \TAMs S FEFIFE  FRAE [ TAMs #5540, TAMs
18 i A A ARG S E T TR e A T s R
P T e R AR PR BE A% 12 (5 M2 78 TAMSs 7] M1 %4k, A
M 1% % M2 74 TAMs 75 5 /9 EMT Jf- 47 il CRC 4 il it
R, TAMSs 530 (14 b8 100 1 28 MLAT 175 St 2 Ik 4T i
FER 2 Rk, 2 i EMT & T 41 4% , 3K 3 PDAC 1)
SRS IR I 5 SRR RR LRI EL WG 4 i P A R0 B it
TR IR TR Y B , DA VR IR F-1 5244 (colo-
ny-stimulating factor 1 receptor, CSF—1R) HL/K 1] 45 %14
B B T (22305 3 A i) A ZS B 2R i CSF-1R'
CD68" k2 CD163 FLBEAHAE . FETHIKEAR M B IL RS
AFEETHAN 0%, CSF-1R #HI 71) B H/ N4 RNA 258
W M2 [a] M1 R A AL, 5 3 ik b 2 K 55688, B
A R

4.2 ADP ¥ B 3 AL R 7 #£ 2 H 4C (ADP-ribosylation
factor-like protein 4C, ARIAC) ARIAC J& ADP % B3t
1A T (ADP—ribosylation factor, ARF) Z % /N GTP [ifg i,
51, 7E CRC.GC . PDACE ZFH L E Mg h s Rk, 5
T e A% (it 245 AN R T 5 DA DG, 23 (8] 5347tk
7~ 5 ARLAC 5 ¢ 38 X% UL 200 TB I 12 3 EMT 3£
T AE GC T, ARLAC T BB S 5 TGF-B1 {55538 [ 4]
PER EMT 372, 78 PDAC 1, ARLAC 7EAR 221 2
B, HES SRR, EAERNE, ARL4AC
ik 5 M2 B TAMs IR R IEAHOC™ ., CRC A g4 fifg
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R AT SR T ARLAC 45 35 R ke 7t (1) XU, T 2045
T v IXURS £ M2 8 TAMSs ¥ F ) 2 T ™, X3
W] ARLAC MY B 30K 5 EMT 51228 , i 7] g 38 o 2 i
M2 %I TAMs 7F TME #9548 £ U [R]42 1 i o 2
%o UL, S8 ARLAC AN{URT S HE 40 il i yeg 4 i 15 B
MCAVEAT Sy, 3 AT BEIE 3 1T TAMSs T fit 1 9 G 28 100 i e
TME, EA BTN LR G PUREIGIT I

43 TLR4 TLR4 &% #5505 K s 5 e ik e i) O b
BN SZ AR, )37 2238 T B W20 i 45 e e A0 i, e
A TE PR 44 R ) 5 40 B v S R GRS AR Y
YHREAT 5 P24 o TLRA 7 Mg v i)V FH 22 30155 45 4
PERCTIEN R < e 25 F T (AN AR 2 W sl R i)
TR T B SR BT R S PENL A (HTE B ST TME H
TLR4 RS2 TE AL & AR IR R, D 2 — 1 TS
TAMs 1] M2 # f£ ™, #E HCC ", M2 A TAMs 18 i3
TLR4/STAT3 Hli i 1 /o8 40 i i % A1 EMT™; CRC = 2%
S TB XI5 M2 7 TAMs & 5 H TLR4 #35_F ™ 6
WFFE3E 7R T TLRA A5 9 Jid 240 b — 5 5 240 0 P %
RIS « B 22 W 3 3505 8 200 it TR 4 ) 4 21 403 1
KW, J5 #AE R BT 5 40 1 456 B W 4 il TLR4 firk
KA 2R RO RE M2 A AR, PR, )
TLR4 {553 1% 1] BRI 110 TAMSs TIfE | BB fLis A
PR IO E SRS

5 /INEFMRE

FEGEIREIRTT RIS R A TR A B, SR T
ik 10 2 % 0 JR 2 2R G M Bl R ey BE AR T TME
rh IR bR 4R A P RIAE . TAMS 758 TME A% .0 e
PELH 4y, it 55 bR 40 B AE TR ] 4 R 2%, 3K )
i 9gs 2 Jr | o ge 1k it S e R BBk S 1 . HL T, B IR YT
FRIERYT O BCABR T A ST LSBT iR IR e i 1)
HERME . A SCRGERZE T TAMs {25514 1k 8 e 5%
R TEMLRD B A5 B TAMSs 0[] S W 5 4L G0y T AR AS
G B Ch PR B IR R R T . SR FER
Z% 1 EME 4% 1, TAMSs -5 I8 40 it 2 18] 5 AH AR AR
TRKHRE ORI, S H T AL R R 24T
TSN B S BI IRAG TR YT T A T8 e TR S 7% G
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