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WE ERHNEMTRYERAR, LLE, S AARBEN RN, AFNARTRETTREILHT
TELHOHA, ZXBRGiER, MTEZSEARRRASTELEMN T XRERNF. BERTRTHE
“% 26 O AR 9 P B AR ok B e 4 H(TAMs), 5 5P B . B A k. RIE. BB RWTHRR. £hERAETHKE
RmE, ESE ZREAMNEE. FHE. anRsE e R RNAR T, HEEMAERFFEL, K
FIRFNBMRE, FEE5RFAHRE. EHRERE. &HE T X FEFTAMSHI A #; £ & "+ H 4 RG]
AEMFEARELME, RYEOMFAEXEEARIEREBLEAR”. AXERT LR RAREEERAFESR

2 i B9 B R
XA

SEAA IR AH 2 B T R A T A, ORI I 0
AURE. AT 4EANM . MR HhetR 2 i RN AR K 4
L S5 S ek e 20 PR bR AH 0% IR 48 i (tumor-associated
macrophages, TAMs){E 2y it 98 13 24 453 1 1) 25 355 A 4,
BB I /% S5 o N 1| = S5 P R 11 AP R I 3
FHEARSS S MR ALK, BB i
RGO T, B TR A A, B RE A7 LE &
S T P I Y5 P o PR B 4 . 3K R A A B o
fitkt DA % G W 40 L R -, R S B T DR E R
& & [ 1.9 (acute myeloid leukemia, AML) A1 14 &
% M 9% (chronic myelocytic leukemia, CML) #, 3 3%
CXCR4/CXCL12 (SDF-1){& 5 HifE N I — R HIME Tl
H2 5 G MR R ARSI

MBS, | R, e Ak ER 4 B, B o AR ok B 8

TG ZR G0 B R G A I DA K 7 A A i A
T LI 1 SR A [ A S R IE N e e TR R
FLHIPE . AR D9 I B 1 L TR A 85 v ) T
B 7B B A SUR A, 38 52 B B RS S
SR, 2% I L v PR P I, R AR e T A L

151 40 g S o ke

R/ B 20 L S e P R R A, T BRI
AT AME. KA 65 5. AN FFEE
AL B LR R E VR B R . B
20 I P S S P PO TS RS DR B SR AS T B A 4
PEANZE 3 1 AR B 0 AR & B Bk, A 58 AN 7] 14
PR A G A I P S B TS A K
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VEH. ELWE4N M A K133 38 5 1, LPSE A LA 48
Kov 133 T8 33 1 4% [ e 4 i 1 5 st i 7 FINO A i,
B H L TR G LA R0 (T4 0 4545 = )
W, BV 2 A B AN R T e 2 B AR AL IR S,

22 LI B A0 0 20 Y R K ELR AT 43 M
RUFIM2 AL P S A [F] 1) A MR B i 20
ALY B AN A, 57 A5 22 B (lipopolysaccharides, LPS).
v-F # & (interferon-y, IFN-y). {98 34 58 [A] F (tumor
necrosis factor-o, TNF-o0) IR - BLAZ 85 78 i) ¥ K] - (gran-
ulocyte macrophage colony-stimulating factor, GM-CSF)
H0= A KB A %6 (interleukin-6, TL-6) . if 144
(reactive oxy gen species, ROS)Fl—% ft & (nitric oxide,
NO)E RAE K T, 22515 =% 40 5 SR S0 AE ) g2
73 A FTI 7T Jen R G 28 . M2 2R 5 0 24 10 0 R g do R P T
TR E VAN M, SZTL-4RIIL- 13503, s RS A IRl . &8
BAM. #AbAE KK T B (transforming growth factor-,
TGF-B) IL-10H1 At — Le 1 it K] 1~ A % G e 40 1) 1=
FAY. sebs b, B ATM28S BNz 48 B T MI1EL B
4 A0 T A A E R AR, e AT SRk — 225y JyM2a,
M2b, M2cIM2d 451 5!, TAMs J& F-M2d W22 i &
A, MY 4 A1 ) Je g A G, M2 2 g 2 i i
BERAEAC L LA AR DA SR R RS, A TR Y 2
Ji& v 97y E ) €,

M2 % F 41 il i % 15 CD 163, CD204 F1CD206 %%
FIH 41, W g EM2 B B R bR o 7 R
EM-CSF, 1L-4, IL-10, TL-13 F1 & [H B2 2y nf DLE gEM2 Al
EL A 10 70 AL, AR EATT AR IR 23 5 A T AR AH ],
IL-10128 [ i {2 2 CD 163 (1 2254 b, T IL-4 i ik
CD206) 3 1% _Fi. 72Tk SR B 5T, CD1637,
CD204"F1CD206" ] 1 4 i 7 Ty g _E BE B A A ALk
NCEAG Z 5, 37 R/ B I GO 55 R 4
PSS PR AT T B T MM Y G 4T e £
BOE A BTSN, WA A PR T B ) ke
Sy BB, PR TR I R A R SEBR b
i 983 2H 24 v 1) TAMs J A7 AN (8] 105 A0 e ORI PR S5, E
it g )k e b R HEE SR AR

2 9 LR ey IR 40

21 EHEWMER
TE19734, TAMSTE 2 AF 4 bk U 08 vh (1) B8 Mk

IR A, B 5 B R B 22 (1 2 2 0t U A Sk R
W TAMSs R T BB RAS BT/ A O il 2B 1E B
2R T3 45 MR E FE T 4k B R P9 TAMIs [ 2[R 3=
IETE, 3F— 25 43 BT CD68” i TAMS ) %5 &= Fl %5 i 1 6
3t AR AT I DA 0%, B BE 5 S8 13 I AR A7 0 B
it B JE, 5 2 MR FUIE S8 A Atk B R A B
I AL F < R . CDOSAICD163 4 22 W\ A TAMs [ 55 7 P
R T, T %2k EVRIR I 1) B e g . 75 3L A
— BT, R IR EL IR IR TE I CD68 I TAMSs
KRR TR AR R T AR U T LE S — A
W FLH A RCD163 42 B A% 5 PR 1R [ 4r 7, CD163"
[ ) P 4508 P 98 o R 9k BB O AN R T A 5, B
S5 W [ 2 10— T 9T B R, CD68AICD163 — & 4R 5
FE AT S R AN RIS AH %, fHCD163 1 IECD68”
5 W 200 P 0 2 1 5 28 A vk R YR 9T RUR BR
A2, BRI N CD163 £ HLCD68 5 47 Il IR 72 X 11 3%
T AR &,

2.2 R IBAN A

o 18 P KB 4t Jfa 9k £ 97 (diffuse large B-cell lym-
phoma, DLBCL)2& £ A 4 PRbk B33 Ik B8 o s DL 1)
KA A 7T 9298 JE TAMs ) 3 & ATDLBCL ) A
R TIE A DG, 78 3 A I — T 7 A & 30, CD68™ 1) EL
21 i % B RTDLBCL AN K T Jl 1E AR 51 i 7 3
fth 5T CD68" [ TAMSs ¥ A 7T 1A 9 CD68” () TAMSs Al
I PR T ¥ A5 WA S5 A AR S RO 33— 25 IR R B,
1ECD68 I TAMsH, CD163" ) TAMSs ] 3 & AIDLBCL
(AN B TS5 FH G 1 B 5.

2.3 JEIEIKE T

JE VIR LR AH I 9T AR TR T TAMs [ $ = Al iR
F TG WA S PE b, T AR A P RR R SR L K
B W 7N N CD68" TAMs (1) i 2 e L vk B8 (1) A
KT AR 2T T 5 — B 4 B ST & IR, CD68' [FI TAMS
K B0 ) B A A R KT A R P R i
] 1) TAM s [ 250 R ER 3 T fE % 2R (R 9 R 15t i
AR B 45 F. WA RS T CD163" TAMs% & 58
TR LR BB 3 TS A O 1, R LB A vk 2
TR VR TT SR A A e, (HE B 5 Y I P 1 L
E 7 EE S
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2.4 THHk I

F IR T2 bk 2980 11 5 21K T 75 bk XS AU
2 AL bk ELRE, {5 A T4 P bk 2088 P TAMIs [P AH It 9.
TE BT 40 A 7 100975 /96k B2 98 (acute T-cell leukemia/lym-
phoma, ATLL)H, #£7£CD68" i) TAMs ()32 1. CD163"
TAMSs [ 555: A1 TZH A bk B2 988 1 A R TS AH 9K, 1 CD68,
CD163, CD204 F1CD206 [t 7 18 FllIlfi PR ¥ J7 R TG K.
SR CD204" TAMs AR S5Ki-67 1) BH 1 A ¢, R
Ki-67 ) BH 1 2 I8 A2 T 40 ok E0080 ) 93 )5 TR 7. 7
ATLLHCD163 f) TAMs 3 1A CD206, 1H /&, CD68" Fl
CD163" [ TAMs Fl IfIL & A= i 5 A3 FH G PE, AT PRV 97
R SR A AT RH e PO 7 I A G 928 R T B bk LR
CDI163" FITAMs 5 A K 1 AH 2. T 7E B2 Bk T4 ik
8 CD68 FICD163 I TAMs#l 5 B & A R Tl
FH <P, i CD163 # /K “F & 5 TL-2R L & CCL-17
AR L 1) A% vk E R A £ R PE 1 6 98T (multiple
myeloma, MM) H1 175 21 L fr) &5 5242,

2.5 TAMSsAIE 3k B 98 A K oY 18 Fi AL )

1E 2 RS R AR R rF, TAMSIFIR I #R 5 g 1
A A7 A E DA G, TAMSIE I 2 Fiig 42 2 5 0k U8 11 3
JE. (1) TAMSsI T 2 5 G 5% 40 1 2 30 0k B0 1 A= 4
TAMs =E B i 2 WA AH 2% B 40 i IR -7, W TGFRAIPGE2
Z 51895 T Treg) AT 2841 i (dendritic cells,
DC) & 4% H A M) /E F . TAMs K& 70 WAIL-10, IL-10
A U PDL-115 5 5] & %% &>, (il) TAMsZ 5
I EEL R D I BT AR TR M BB 4H P CD 163 I
I Ji A P Bz A K BT (vascular endothelial growth
factor, VEGF) {38 1% LA I f L 5 2 A =2, 32 7R TAMs
EMEHAEFHEEMO. 54, TAMsH] Lo it K
B A AR B DR T, 4N VEGE R 2T 4k B 41 i A= K- [
T2 (fibroblast growth factor 2, FGF2), & 5 Ifi & £ 7,
(iil) TAMsZ: 5 itk L (3 A EE 7% . TAMs A 7= 42 K
B 1 4R B A, WMMP2, MMP7 RIMMP9 % fi#
S it A/ 356 J5 A 3 U I 11 o g i R o 8 40 B 10 32
HEREE S

AL, BT _EIR IR, TAMsiB IS T — L Ho A fr 77
SR b Ibk E 080 1)t . 3R IA T v AL RN 45 & AU M-CSF
{147k B 980 T2 B PR A 45 ) 5 400 2 B HE AN [ g
R LA 4y F 3235 1, 3295 1] %5 8 M-CSF 1k B8 A
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Bir 5 BN i O B S AR RE 1Y R IA
454 RIM-CSF 19k B8 ] DAISORG &2 i 1) E e 4 g, 1R
ek SCARE T b B2 3 F 3 i 7. P yRg v IR i ) 1 4 i A
i 8 20 e 15 7%, T DA S 3 T R 2 . A Ak R
(RIAIF 7 H R 30N A% R R T 5 4 R K EL 98 4
M R FLREFE, AT LIS Sk R A s . A LR R
J& BIBrduts N\ S256 B W 41 A AT LA 2 3 N Brdu e
TRELE RSN A EL M B G A, M2 B v
211t B A 255 b (1 a3 bR 2L R0 4 B F . A 4
AR 32 Ik 2L 96 240 i 84 B ML 1) ) 9F v i B, BB T R
4 i 7] A 4335 CSa, TL-6, TNF-a, GRO-oF11-309%5 41 iy
R, 0] DA 5 300 Ik 298 41 B 9 [ STAT3 FINF-xB
5518 2%, MM (2 12 Ik B804t Ao 33 ..

3 MM B 2

FE IS R 1 BE R R b, SR 4 B 43 W VEGF AN
FGF2, i 3 2 AE 41 H 5 73 W VEGF, FGF2 /1 IfiL 24 i
A K K F (hematopoieric growth factor, HGF), 311 554
B R M o B 40 BB MMER S R 1 B g1
T 32 e TR 4P B 8T A0 M 9 52 1 B B e e 2R TR 2 R R
TFF S R T S R A MIMLR 3 1 A e
R, LRI EE _EAR S AR BRI R DA R SR
A B 50 B 4 2 BK X 1 I JE (monoclonal gammopathy of
undetermined significance, MGUS) & & W AS[A] . ¥ K
FIMM 5535 1B B8 SR AN A 4 CD68 T i e 41 i 4
S, A AR B MM R FIMGUS & 35 o
DL ER R0 MM A w1 0 i R Py 2 4 A £,
FE I 1 F rhod e i 8 0L A (R B T AL A AE AR S
I VEGF FIFGF R 3 #6810 LW 4 i, 0 4
o £E R AN Dy e b AR SR AUMM A B 4H i, T
2 B DO 5% . MM 4 2 AR IS IL-6 ATIL- 10K R 5
IL-12 F1 TNF-o, {22 3 40 i 11 384 58 Y. IL-12 F1 TNF-a
HAT PR, DRI B0 40 i I IR IL- 12 FI TNF-o
S AT T SR 4 A P 30 B

MMUAH 5% W 240 i o Y5 4/ JE A0 B0 ) B A% 4 i i
AFB Rl I B 0 B A B A, RO A B A SR 4 R Y
HAT K& B, g &, MM B
Wik 240 o ek e Al P 55 1) E 2240 G, i i3 MM i 1) 3
AR A A7, I BLAE I8 B A i oy v = A (0. SR T, 7
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20124F, Weissmaniff 78 415 il 8 400 it 2 SRR 36
IKCDAT RN ER 115 5, G (8 £ 2 4% 3 [ 45 (1)
A0 BRI . AN R AR R AR I MM GH g A 2 7E A
AR TR MMAH LR, 5l 5 R IACD47, B R Bl Y
MM AH < 1 5 40 i 2% TH 1Y SIRPash &, 7 1 4% 3 )
738 (45 557 FI) FH CDA7 I Bk BT DA Ht — 3 1R AR
HAEF, 51k 50 20 B 1 o e 4 33k 1 o2k 2140 )
ik TR P 25k 0,

4 Iy e Y LI 40

Ik T8 1 1 Joit L5 s AR 2 30, AL TAMS 7E i 2
R AR . 1 I - SR e R e 3R AR R
7 5, b B A i 1 ORI AE P AE A R D B . T
I A2 YR T (1 I 995 T 41 2 (leukemia stem cells, LSCs)
B — o [ M, TE 2 E e i B, LSCs 38 4+ 4
FFif I T 41 ffl (hematopoietic stem cells, HSCs)2E 77 il
D Re i M AR 5, 1 A 5l it 55 2R 115 5 38
LSCsHIMEGHE. A B 7t W 7 7F G g% B fea /N B, 40 B
Wik 2 Jf 1) SIRPaAS 5 AJ AFT B LSCs 9 14 & %, $27R
LSCs I G 18 i i 4k« iz 3 15 5 i 42 b i B i 4H
A AE

F FHICN1 % 5 1)/ B (Mus musculus) 2 VETHRE
20 I R O R HLIE AL T L OA B
) P 24 P 3R 28 R Th e ARs A, FE 8 ks HoH i B
20 5 SN A IR AH 5% W 4 it (leukemia-associated
macrophage, LAMs). £ S 1% Tk T 40 g 5 1 i 5 |
R, BE AT BB SR R 1 LAMs B0 & AR (AN ], FL
B il HP B LAMSs 1 BU A5 AR 248 6k B T v, T A A
LAMs Lb 517 ffr B ARGAH 48 0 $50 T 1. P AN SRR IILAMs
TEAR A5 AT 5 s 48 B i 3 5, i HLAZ R R 1A
Bt s, P RIE I LAMs Y R iA M1 FIM2 8 [ g4
HOTE A DG 1) 531, (R EA 1 S TAMs &2 2 A A, IRk
TGF-B, VEGF-AMICSF-1. £ T CD206[1)#% 1A, LAMsH]
LA HCD206 F1CD206 5 254 ML 1, P #ELAMSs S Al
AR 33 1 19 4 0 P 3 5, {H CD206" LAMs# ik 7K
S (1 5 41 B T e 3R AR A 56 4 0 R TR — A
Hh, BE RIS LAMSs 5 5 8 A0 IR IHLAMs BE A 3L A
e RARAE B3 2 7, I R IRLAMS{IK % 15 TGF-B,
VEGF-AFICSF-1, {HEA TR i R A MG AL AH K 70

FINOSHIM2JE LA <43 T Argl; 8 RIFRLAMs th ]
L3 CD206 F1ICD206 15 240 f i, 1 i /N 4 A [F)
i e A M1 ATM2 2 [ 105 40 f 375 A RH 2 1 43 77,

i [ 223 MR SRR N B FT T LR A B A AMLZH
i 9% &, I B iy 44 o AMLARE 9% [ 6 40 il (AML-
associated macrophages, AAMs). TE AML 35 & 8 T 5.
F2%/ 15 0 4 o 250 B 189 0, AMIL /N SRR 7R 16 - 5 0 e
rRH R B B AN PR P R, [RDRE BB % b B
NUP98-HOXD13 %% 5 K| fiMDS/AML /)N [ AR 7Y A i
TR 4E B3R, AR LGS BB
Wk 24 L 84 LR RE, FEAR A 40 W AAMs. AML
RIS AAMSs = R IAGA1, ‘& A 061 40 g M1 A
WAk, 12155 T M2 2 BRI A AR AL, JF HLAR f# AAMSs
B M2 B [ I 40 A 7 W4 Arg 1 FITTL- 1045 248 g ] 1, 400 1
G RZ G

CLL 41 i F1 5 2/ 5 W 40 B I ¢ R B i .
CLLIW & J it 72 b, BAH A 43 W4 4b IR 7 155 3 0 ] 11
BARZ AN B3 I A i R, O BB L R
EL 40 i, e 417 #£ A CD14, CD68, CD163, CD206%
bR T, HAaAM2E B i g R R A Th A CLL
HR B R / [ I AT B R A AR 1 R 40 B (nurse-like
cells, NLCs), NLCs 7t & % f1 Th & - R B 41 ffg 4k (2988
I TAMS AR AL, 5 48 Bk A CLL 4 S5 1 Ji g A 9%
Y™, CD14" () FAZ R CD 19" (R CLLZH i St 8% 9%
Al LU 5 A% A0 B 4 4k CANLCs, 9 B T B ECLL
S 1) A2 A5 T LE H N B YR N AS B 5 S CD14 7 1)
A% A0 B 43 AL ANLCs, AN BE i 32E CLL A i (1) A A7
TE RS IR R CLL 2 WA IR IRl F{E CD 14 ¥ B A2 4 i
536 ANLCs, NLCs|A] i S i3E CLLAH i (¥ A= 7711, [7]
FEAECLLAL R, f7AE — R 51 1 48 i X+ A& 4k 1A
F, 23 CLL4H Mg 1) A= A7, [F) I 3 26 R - A gk 1
CLLZH i FINLCs 2 8] {35 25 56 R 7= 4™ cLL4m
JH 43 WATL-41Y, TL-1311) TL-10"14%5 41 i [X] 1 7] DA i3k
NLCs/TAMs M2 &, [A] i M2 A NLCs/TAMs I
T IR, A5 T 80 1) S e # ). NLCs/TAMs
I8 1 7r WAIGF1, IL-8, CCL2, CXCLI124 i3k CLL 41 it fr)
AAFHT 5 TAMs 3t 15 77 (1 CLL 40 i 1) 32 R 26 3 4% A
IR B 455 1 CLLAH L A ML, 7E Em-TCL1#5 3¢ N
/NERIRICLLAE AL Hp [ 200 o A% 0] R 7 AT LAl o
A L7 1 .
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5 B BENE AR LA AL b B B AN

B BE I A4E 75 28 5 1 (myelodysplastic syndromes,
MDS)/& YR T8 140 i (1) — 20 57 53 P i 3R o P 1
PR, B T AMLE AL 0 XU . BF FEAIE SEAEMDS i A
FF P 5 20 G P 0 2 i, MIDS R 55 v (14 0 4 i
CD206 MISIRPa i) R iE HLAIK, MiNOSHIERIE T . ££
MDS I 5t 4 855 Hh A% 200 6 70 A RS 5 i 4 i ) 3 R 32
BH, FF HI= i I 5 W 4 i ) Bk BE 77 1 B, R H )
B 5w B0 MIDS IR 16 A% 40 i 3R B S, O L
BN AR B I R T P2,

6 IO 5 e 3 v Ay A L S A e R b
5 2 Y ) S )

TE MR R G 0 78 B FE bR BB L i R A
P8 = K2 78 Ik B8 0B 98T o TAMs FO #9F 72 B
BEIRN, oMot 5 S e v () W A AR . 7E Ik
T8 11 B 8 v T Y TAMIs 30 A% A1 A A2 3 52
FAHIE; TAMsHE IS S5 Gl ek i B A
2 5 Iy 41 B 3= 10 A A B8 A 0 AR n e s R AR

SRIT, A IP8 AN ) 90 B8 B 0 R L A 1) s
P, st e L R B e BRE . A
SEZANBEE . IR I TAMs Rl LR (Y TAMs 77 7E 1R
K ES, BE5TFRIEREIRN. BAYIAECLLH R 1E

S35 30k

TNLCs, #&CLLF? 7 TAMs, 7E CLLAER 55 rh 3 AL,
[F] A i 33E CLLAH P Fry 386 42457 A F s 4 /N B
UM IR B P L R Y R T LAMSTE B B R
KB R AR, R I 40 P ) B B RE RS, F LR
[ 4% B R IR M LAMSs KA A H] 1 Dh RE R A5 AML
B ) AAMs I 1 R 1A GAil, 43 W Argl FIIL-1055
BRI 7, 0] G 2 S . TR I IR AR 5 AR
5k 41 3= 2 5 {1 44 B R G 5 D 1) 4

7 L5iE

5106 4 i I R0 HR A R R L 1 A P g T
PR A AR, 7 XL Y007 5 P 5 R I B A2 BTz
Ky, fESSLRm M REE M e HEER T,
AT F S A48 w4 Bk, BDTAMS; 78 3 95, e A1
4 FR 51 N LAMs, AAMSE# NLCs. 78 LK & 48 %
PR, BV B . RA. ThRE R A kAR, il
e REA RS MR, R 2 B A M2
TP 0 0 3 et P ) 1 P e b et L of
2R G5 M 55 A 58 T 5 5 A PR 3 A M2 Y
P AR R A 8 A0 ) AR SR Mk JRd / 1 IR 4 R T
PRy E A O R E R PR R A ] e
e 8 25 7R 3 A [ W 4T e R ST 0 e ) A B
F, AT BE BRI T8 2R B0 3% 1 05 T6 97 (0 3T SR s
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Role of tumor-associated macrophages in hematological malignancies

WANG LiNa & ZHENG GuoGuang
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of Medical Sciences and Peking Union Medical College, Tianjin 300020, China

Macrophages constitute an important component of the microenvironment. They exhibit a remarkable plasticity in
their phenotypes and functions. Recent studies have not only revealed the morphological, phenotypic, and functional
characteristics of different macrophage subpopulations under physiological conditions but also clarified the mechanisms
of alteration in macrophages under pathological conditions. Macrophages present in the tumor microenvironment are
known as tumor-associated macrophages (TAMs), which are involved in tumor proliferation, angiogenesis, invasion,
metastasis, and chemotherapy resistance. In hematological malignancies, macrophages infiltrate into the tissues that
are invaded by myeloma, lymphoma, leukemia, and other malignant cells, acquire a specific activated phenotype, and
participate in the progression of the disease. The term TAMs is generally used in myeloma and lymphoma, and in
leukemia, it is modified as leukemia-associated macrophages (LAMs), acute leukemia-associated macrophages (AAMs),
or “nurse-like cells” (NLCs). This review summarizes the knowledge regarding the progression of macrophages in
hematological malignancies.
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