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BGEE B THER. ALASW. ACLEHFEAFHELA, LEENASHEEREER
BrEFE OB EE, MEFERET. FEEAENEAN 2 BEE, EHEMHAEREA LNV ZR 2
Z, TEEAREC BN 2 ARETREERNEART LV ZR 24 Z, YERRFLMBRZE £ME
TheZR, TEHEAMEF2EE, RRETTVZERL¥E, PEEH2UTELER2ZR,
FEERGSHELS2¥E, TEXEX2BMEEFERBWI LV ER2¥Z; (TEMBEMIETH
B AHBHAREERES) HE; VELEERH2MEL 28 ZEZ R, LEEUER2EE, WA
BEWETVZR2THEZR. £WAREN TV ZRAMEERBLLZR2BZEZR, LEH%

A\ FEFFLMAMELS Bl aK. EENMTIAKRXO0RE. ERFTRBMEIMEST, KRLTEE
MEE#F —FR2T, ZFR2T, FAHAELF 2T

U =] bR 72— Frmg LA ek e 4 A S s 20 i 7= 2 (/N o 1 Wb B 1, TP TR~ B2 A o 8 200 A R 5k J 41 i 2 T AR 3
G, AR RO AR 1 [R] U5 52 5 & T 0 B B R ) o QR B g AR K, BLRE OGS 5 T I R R 4 iR A
TR 38 B8 5 R . AR T IR PN R 4T D 2% O 2 PR R B A 4 2 A0 AR AL P ST RS R A i BT S N TR 4 PR
LR T2 N CXC. CCy CX3C K CIYRE, W2 MR N CXC M CCo 46T CXCath [H 1 F 52 A7 S g o 4
72, BERBERGRAEY, HERN—NEE G T I, L5 %G S 7eca /6T ME st (umor
microenvironment, TME), X038 M8 G SN o AT CXC R Al IR T/ Ak IR T 2 ARSI 7Sk R AT 250k, 4 1E e
Bl CXCR2/CXCLs. CXCR4/CXCLI12 AR #ll CXCR3/CXCLI~11 FIFEA A WAV 5ot g i BLREAE . 6 TMEE B8 ) 324
F - BEIA YT BARGX 3 ANl BT A 2 11 52 Ak B TG 1 T 955 7 S
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Research progress on CXC chemokines and their receptors in tumor
microenvironment

XUE Zhaojun, JIA Yuan, ZHANG Junping (Cancer Center, Shanxi Bethune Hospital Affiliated to Shanxi Medical University, Taiyuan
030032, Shanxi, China)

[Abstract] Chemokines are small secreted proteins produced by cancer and stromal cells. Chemokine receptors are also expressed on
the surface of tumor cells and stromal cells. Chemokines bind to their homologous receptors to regulate tumor growth directly and
indirectly, including direct regulation of tumor proliferation and metastasis by activating signal pathway, indirect regulation of tumor
through acting on vascular endothelial cells and regulating immune response by coordinating the migration and localization of immune
cells in tissues. Chemokines can be divided into four categories: CXC, CC, CX3C and C, among which CXC and CC are the most
studied subtypes. In view of the fact that CXC chemokines and their receptors play a wide range of roles in malignant tumors and are
closely related to the immune system, they are expected to become potential therapeutic targets, to improve tumor immune response by
combining with immune checkpoint inhibitors to act in tumor microenvironment (TME). This paper reviews the research progress
on chemokine/chemokine receptor axis of CXC subtypes, including the basic biological characteristics of tumor-promoting axis
CXCR2/CXCLs, CXCR4/CXCL12 and tumor-suppressing axis CXCR3/CXCL9-11, their direct effect on tumor, indirect effect on
TME, targeted therapy and prognostic significance of the receptors and ligands contained in these three axes.
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HAE TR LB EEE AN T
ok EE, B T0~100 M A ER AR . REFH LT
F AR (N3 BRI A F AR (O] & T A H
BER,BE TN R4E:CXCEEEANLINMEAER) .
CCE(THENAER) .CXICEHEAINMAET).C
ENHER—NO. BUEAFZRECEABRHENF
& % K, & F B K 4 & CXCR,CCR,CX3CR 2 CR 4 %,
HBAEFEHNEFZARELAE—— M, M1
Flfg ik E RN E ARG, A ETREZFER. #
WEFERIEEMEEEAZHEELELEY.
NERNARIETHMAEATRZAN FHEHTE
(tumor microenvironment, TME) ¥ 4. J& 4 J #9 3
B, REA ok 0 B R % 1R 2 TME, B2 v B R
#HEY, ETHW —SHAR,FCXCER A S AH
KK :—KRAERMEA, & CXCR2/CXCL1~3.5~8 K
CXCR4/CXCL12"' %k ; 77 — 2% A 4 i 78 &L , & 45 CXCR3/
CXCLO~11", AX FERHZE XA ARBMEF/# 4L
B FZhmmEmFat S ENEEER. X
TME HY |8] 2 16 il R ¥ |6 T % A m#H T 45 R .

1 CXCR2/CXCLs & CXCR4/CXCL12 4H{& i3 &3
HE
1.1 AHF4H

CXCR2 % CXCRA ¥ B T# M EH F % h L Kk, £
—MCEAEKZE, A TNFERX . —MEANG
o —ANHELA C 3o CXCR2 % F 47 A5 JF 7| £ T 2q34~
3/, BEINMEFR2ANANETF. CXCR2 £ E KA
el N AN o N 9 AN
oV b 40 RS R R E, MR DR A PR I &
® . CXCR2 #y B 1& & CXCL1.CXCL2. CXCL3. CXCL5.
CXCL6 ,CXCL7 Fu CXCLS, i & it 4 ¥] e i 8 4 L . 79 %
40 f . 18] 75 T T 4 B L P B AR Ok R AT 4 A B L RE R A
B A eb e K 4 R A

CXCR4 %% 75 2 A fx T A % €1k 2q21, £ %% & 35
MNEERBRE, WL FY EEMRTF. CXCRAEKRA A
HOURRBEEFHERL, BFERZHE Q.
FE B4 BB R AT E EE B JRIRE . FOR IR .
BB .ZWE . BElE ZAESSMFE. CXCLI2
A& CXCR4 " — WV BD 4R, b 25 40 f s 2 o 0, MR BB
20 iR s ZL R A AR R
1.2 E4ER

% TR R &, R 2 B DL o b Bk 3 4 ik A
REBRHIMEHEEEES, QL FHITEHA,
CXCL3 & & 3 4 41 & & & 34, H CXCL3 F1 CXCL5 Hy
Fik B IEAR K, KRS, & & 34 CXCL3 = #h R M CXCL3
NBENETRMRH RN AL F TG

MoCERAAR—FRIET CXCL3 T Rk 5 A BAE
R ER R, FEH#H—FHERHF KA, CXCL3 T
I8 F 0 40 B S B 5 R T e (ERKD 5 5 4 B AE %
# H H &35, B35 ERK1/2.Bc1-2 Fu Bax, 41 VB 14 FHL BT
ERK1/2 ¥ 38 55 CXCL3 % Sy A An T A B AL, K41,
CXCR2 4, 7] DL ¥ 7& PI3K/AKT/NF-«B i % ® & JAK2-
STAT3 BBV # TR X RAENEARERE., ¥
0 PR EN LRI, IR A FE N A MR
HACXCRAMI R IA G, HIE I ZE R TGN
RETHE,FFLEMELHASEEA . £5#F
77 T , CHAO &5 "2 #F 5% % BH CXCR2/CXCL1 % 3 i 3% 4w
R F W TR A R KR, R h A
Jiti 211 ik P9 % 28 B 0 93 v KT B9 CXCLL, B T 98 40 B ok
ik CXCR2 % f& ,CXCL1 i 31 5 CXCR2 % Rk & & & 7
FAK/PIK/AKT/NF-xB 15 5 & 8k K AL, - R i & 248 fE %5
Mt 4 F-1(VCAM-1) By & 34 , 3 T 1% 2 5 1A 8 40 B B
fiti 5 4%
1.3 RS fn 8 A AR
CXCRAMBETUTI B BEFNRE 0E £
o CXCE#MME FRES I M FMARTE L3N
AERFF,NAAR-T AR AR (“ELR”EF)
#H—F %K. B 1995 £, STRITER &£ % I,
ELR'CXC (4% CXCL1~3.5~8) L7 i %& 4 sk AF Mk, BB
HHFES AR ERAEN, FERRABEER FH K
AEmE, R mEE KHA 1R E FELRCXC(&
FCXCLA~MIDEF M EMEFR, EZEFNE £
FRAEAGE TR R AT K TR LT L RE T
FH AW EH R, ZMEEREAMFE F. CXCL12
B — B, 1E A — A ELR #4107 5 £ & 4K CXCR4
ERANTIE £ K. KRAEIMMERFR" X
BH, SLAR % A 4 7 40 fE 1 3T E 9 CXCL12, B 3 R
THRERNEIE ERRERT A, BT hEE
Ao TEIVEEMRER Y H, IR E(— M
Fiy 2843 4 0 19 4 B 1A ) ¥ LA _E 38 CXCLL, # W1 % &
WEBMENEAR, X —IEARBTOLEAX
K F F (VEGF) . CXCLS By 1 & 4 m& 1 Al & % /M
5P M BEE 5, 3 2 LR B 48 AT L B /N 48 B R
(non-small cell lung cancer,NSCLC) & gl 2
BRI R H e YR L CXCL8 5
VEGFth Rl R g e EH &, HEKRN TR
CXCL8 2% # CXCR2 B , 7] 1 3 [& 1K F 78 % i & 55 5 .
X PR AR AF S8 it % T AR AL 5 B 75 PT3K/AKT/NF-«B fn 22
2R & L& & % (MAPK) /ERK 48 % W {5 5 3 B (2 3t
20 B3 78 0 B K
1.4 3 RIFHAFEE R
CXCR2/CXCR4 % ¥ & % & 31 % 0 #4337 & 5 fw
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BEIEEY . BRI ECXCA-BHH & EH fE
| 1 & FEAR R 8 A K B 2 B R TR B AR % B Rl
(TAM) . & J8 P& 47 %) 48 f, (MDSC) . 8 ¥ £ T (Treg) 48
JL R AR 2 ob M KL 4 B CTAND L 3K 28 A A A 8 % 28
L (pDC) B B 28 fg K12, £ A b 8 B9 4R 9 1R SR B
E, 43 BH ,CXCR2/CXCL1-2-5-8 % CXCR4/CXCL12 By &
F 35 5 TAM.MSDC . Treg . TAN % 3218 A 48 * i, K 1R
B EA .

1.4.1 TAM 5 CXCR2/CXCR4 % 3 F R4 &R B o 41
BB 2 A MG AR ) B M2 (R B8 ) &Y, TAM A
M2 AL XU &P 5 & B, CXCR2/CXCL8 f8 5
AT B BB MR TAM R AL £ L (M1—M2) , B M2
B vk 40 f AT & 4 CD206 R g B F H R+ & kik,
LE NAOUR %" & 7ZENG 4™ 75 0F 3 J& #£ & o & 3,
CXCR2/CXCL1-2-8 1z & K CXCR4/CXCL12 fz & /- & M2
B v 40 B AR bR 2 RF o 2 &, 24 FH BT CXCR2 2 CXCR4
SAREE M2 AL | M1 R S R R R . i —
FTHRAWRES AR FTLERMEER, AR
HFESEEE BHE IR ERERRZBER ¢
& I, B % 48 B 7T DL 4 3 CXCR2 B2 4R (4, 4% CXCL1. 2,
7.8), W ik B R 4% PRk & CXCR2/STAT3  EGF A7 ERK1/2
%R HEE R AL ENT) | R 3k H F o IL-6
RUBEBEREMBEAK, FARXAHENE T LU
oL REE F o INF-a IL- 1B & . EAFEER
F, WET & B 58 K BH M2 B 7% 48 L 7T LU= & K & TL-6.
TL-10 P R 470 b 08 o RO ] B R vk b A2 Ko &
TUEHR, & & ET R ETME +, 12 3%k 40 f [ F
0 TNF-o, IL-1 % 7] DA% 5 AiF & 40 B L B v 28 A L 9] 3R
Y0 fE 7= A CXCR2ELAR, MBI RE S 4l R & & £ #
1, R IL-6.1L-10 F= A& ¥ £, R F(R PG 1E A o
1.42 MDSC 5 CXCR2/CXCR4 # MDSC X & %8 2 28 ff
B M AR AR, &L 3E A 40 B MDSC (M-MDSC) £ At 48
J MDSC (PMN-MDSC) o M-MDSC % Z & & F 7 [F & 2 W
BB B 28 B, PMN-MDSC £ E 2 4 T 1 B &k 3 W B
B MR A B, 5 B E Sk R TET £ B 2 M-MDSC,
MDSC 2 & F it J& J& , 40~k 0 i B B 48 A B A 17 1K,
F L e —ENA AR LK F M
F, 66 0 F A0 T 40 B T BOE L, AT AT ] R T
Bb IE % & HESY, MARIGO %" # 7T & BA ,MDSC ¥ LA %%
IR CD8' T 48 i Wy & 2, 7 &6 K H#A it < 7] A R A5 4R
1, W Bt 8 5 5 B MDSC F - 3 5k JR B9 MDSC B % J% 1
HEMEE AR TC/EBPpHEFE F. #t—HHE
MDSC 44 4% #8 3 % TME, LT 4 % % I 7& & i & (R AH
B 1EF & & 3(RIP3) & INF ¥ & Hy 4 f A T 4 % A 31
B CHETEF. AR RIA, EFEEE T
RIP3 #k = {2 # CXCR2/CXCL1 ¥ & MDSC % &, I & 2

IFN-y'CD8" fi¥ & 32 3 stk 2 48 By (IFN—y'CDS' T 48 ) By
BT ok kAot B, L CXCR2 BT B F
MMEMDSCHEE T B A K. 745, TANEF| A
BEREETEEBEIR Y RN, B4R A&
CXCL5, 7] bL 4% % CXCR2'PMN-MDSC | TME # , 3 /= &
TL-10 PR %] DC %07 ok FEL AR UM 8 T 48 A 4295, 24 7]
P 5% 1 BT AR #2 R PMN-MDSC =, FL B 1L-10 & 4K B, &
FEAREEENETKE MM CTL I E. SHI
ORI, 1 SLIRE BB 6 R JEAE A 1 CXCL1 A7 CXCL2
ERA-EEAREERNGE FHFETH T
{7 2 M-MDSC 89 4 3 , %4 & il 3¢ % 3% 1Kk shRNA T Bk
CXCL1 2% CXCL2 & 3£ B, & B 2 [ 1K & % + M-MDSC &4
P KREE TN RE M. ZENG & £ 97 EE
A % I, 4F 5 M CXCR4 # #157) AMD3100 T LA 2 /&
P MDSC, [&] B %8 2> 1L-10 F2 IL-6 B9 4 fk . &£ Tk
Bt 5%, % F& CXCR2/CXCR4 % ¥] DL % & MDSC, — 7 &
MDSC A & = LA i Xt 7= 4 B B 47 1 T 40 B 4 7 78
s 7 — 77 @ £ DC &% B %], 8 B 40 %] CTL 3% 3 1%
B & B, X — 1 BEW R IL-10.IL-6 9 43 £ .
143 Treg 5 CXCR2/CXCR4 % Treg 4 M #E ¥ 1E 4
% R B E BN R4, AT B A S 0E R R
FHE B AR ERA"Y, Foxpd & Treg 4 fi e £ F 4
KB T, BAUEHA Treg 40 Mtk 3 % 2| TME LAk 8 %% I
W, 5 METRETER X, KRYCZEK % % 3,
TGF-B %5 A4 & i1 = CXCL8' Foxp3'CD4" Treg 48 fif T
BMELMBEMIE P REEE M, EXIE 4 H#
B & AL, AT DA R 2% R 48 F TFN-y Fr IL-2 89 &
ko LVEPIHF 5 196 I NSCLC St Mg iR ARk B & &
I ,CXCLL K FH & 5 Treg M EEH =, Treg K &
iS5 BEWEFREAEXH S EARBEHER
E B miR-141 7] LA T~ 8 CXCL1 7E fifi 8 20 jfg = o R 34
ZENGES AT E R AR ARSI Y EEWHFR
Z BR, AMD3100 72 14 #h F 4K 19 B 8 T 8 fvg 40 g o
CXCL12FuCXCR4 Hy 3%, 820 98 A CD4 FoxP3'CD25" Treg
SR, 1 Treg 28 i 15 CD4'FoxP3'CD25 4 B V& T 4 it 2
1, 3 Jm D4 K CDS'T 48 M 32 08 K 2% B T 48 jf
(CD4'TFN-y" B CDS'TFN-v' 4 ff ) e o gk , 3 = FH By
CXCL12-CXCR4 Fu#2 7 M 36 = % & 1(PD-1) /%2 /7 £ 3L
T ZAREAR 1(PD-L1) & %, B & Y [F 2% 5z 47 %] i 78
ERKBER. ETULEFR, % & CXCR2/CXCR4 BT &
W % & Treg 40 8, B3 R0 R T 40 A, & 48 IFN-y
A IL-2 BN o F B 20, RIEAR R JE R A o

1.44 TAN 5 CXCR2/CXCR4 ##  7& TME =, TAN 3 i€ xf
g EEERAURBL#AME FREE R
TME 849 7 b, 18] B v i 98 40 . ZHOU & " 8 2 % ¥,
12 AT J A% A o TAN 4 b TGF-B2, 7 it & miR-301b—3p
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W R 3k, AT A %) LSAMP 0 CYLD By 3 B & 35, £ £
T 20 B AR ok A T 5 SO B R A m, AT 8 A BT B
ZE R BN T B AR ME . X M TANE S 89 AT B T 28 B
40 f i i NF-«B 15 5 1 % , 40t ¥ & A& F B9 CXCL5,
HEEFE L2 0 TAN R E, & #HAFE X &, B TGF-B2/
miR-301b-3p/CYLD/NF-«B/CXCL5 1z 5 i# ¥ 7& i J& fif
Y& T 40 L+ 40 g Ao TAN Z 18] 7 i IE RARFR B9 1B AL, 5
EX—#REAGERFERAFFRNRIE, LA
AT EFH TG, U B R KA, CXCR2 Ttk &
ETAN, 5MMBENTHAEX. S E5MBEHRHRE, PR
TGF-B 2~k % .
1.4.5 pDC 5 CXCR2/CXCR4 % DC 4~ A & £ DC(mDC,
KA E 1 D a3 48 B B DC(pDC, & ¥ 1% it 98 1
J1) o pDC & 34 CXCR4, fi¥ & Fn £ J5 40 fL 7= 4 CXCL12
/8 pDCIEH B fFE . WET 41V 3 F o £ 9% 1K A 4k
% KB, pDC 7 L% § IL-10°CD8’ Treg 4 it 7= £
IL-10 & & #0 % mDC /- 5 B B 8 A0 K 0 R 45 7 £ T 248
B 2E R T 6. K BH pDC % 5 1% k8 K
1.4.6 B4 A5 CXCR2/CXCR4 %d B 48 it & 1A CXCR4,
FE T BE M CXCL12 B % 3| TME ¥ . £ /N B At & %
BH,B 28 A VT 88 38 3 1L-10 0 TGF-P %k ik & 71 i 7 fiF
B REFRBEHRE., IEH PRI,
1.5 CXCR2/CXCR4 3h48 % 4 ¥e.15) :4 J7

CXCR2/CXCR4 % B $ K i e 4 £ fif 78 & Je 1T A2
A R, 5 R Rk R A e AL 55T 4 5%, FELT CXCR2/
CXCL A1 CXCR4/CXCL12 1z & i ¥ ¥] & & 6 J7 & 14 I 78
By — FE B 7 ik . % T CXCR2 #1 CXCR4 & 4K 47 4] 5|
W I R BT A R B IR B R & o T B A6 T, CXCR2/
CXCR4 %d 19 F 5 1% Be Jeg 38 781 1 0 A0 (07 BR 6 4%
BT EBRE R T A RN o E &
RATHE FIBR ARG T B v LR, REEWEZ U6
i 3 B 5 W ST 40 B TY B G 3 R Y TME R i
B K, X AT M R S R T A R R
W BB AL, T R B A & R 30 %] 5 4o PD-1 47 1 A
PD-LI#M#I A E EB L MR THMERERS, BHHA
B BB %k o a S IR e 1R AL R IE T R T
B — /> E A RT R 362 P8 0% M R B 4 B 1 TME B
AAE, XRAFAERNERANK B TRET 2
WARAE , B 2 Ik # PD-1/PD-L1 41 & 7 96 77 H 3=,
1.5.1 CXCR2 %k

(DRt 7 E5LIREAE A &, CXCR2 #
[ B BT LU 3R 2R A2 B A /N R N R A B O
Flot B EMH /DR L UM, L7 @G E
ERVANTFEFTRNGUEMNBERELE S
A 89 CXCLL, % 7& CXCR2 2 5 @ & - Ry Wi 24,
e B g A e CXCR2 #1141 7 Repertaxin gt 74 A

BEAm S ENFTN, FREER-ARTE
FAT 2, V] BB CXCR2 i EL B0 R 1 b8 40 B 3G 78 5 ot
Hk, BEEEE R B CXCR2 #7 % 7 Navarixin
5 MEK 47 %1 7 ¥ 6] 1 o] DUA s PR i g A, 7]
BEALH EEMAPK BB E A MFHEETHELT,
¥ 5 & 5 U 4E F CXCR2 K H B2 4K CXCL1.CXCLS A
TR EWBcl-2 NFxBAF, RET BB EHEHHE
MFEE, EWEBEAY S FmE & R R
3 36 J7 Y 25 B, CXCL8 BH & 7+ & ; CXCR2 47 #1 A
SB225002 5 & i 3F /2. Bk A KL A B[ i [B] 400 % 4K 4 e g
AR, RET RIwERBITR, LT REAE NI
1 A KA T R MRS T RAZ R L A R
¥ CXCR2/CXCLS, #t 7 5 it 25 14 .

STEELE %" £ R IR B HE A WA X+ XA,
CXCL5 £ i 8 o & & ik, § R & ALKRAS B R 3548 %,
H % NF—«B 7 1k 89 98 42 ; CXCL2 72 8] Jft o & & ik, 3T
F [ 8 R 4 ] CXCR2 ®] LA B 1 o o ke 40 A 22 iR IR
FRE,TUHBREBRAREF N LN T 4
032 Vi , 2 Bk A 40 %) CXCR2 An PD-1 B 7] DA £ # %€ K
N R

(DGR R CXCR1/2 89 #4471 %| 7| Reparisin
SENMERAEHR2EBHILREFZAT Ib
IR, AR LA LS FRES, WL 5HRIETH
K E AR XM ,Reparisin fn & & B AH B 1€ H 4
KT HMEANLEBNG R A FiE, TALEAFH TN
- F K 29. 6%(8/27 1)), o 2 4] B By HF S R AR
W12/ AU, A 2T R B R X B2 Ak T S A
= PR 5L BR B9 X E A A0 (NCT02370238) 1E &
TH. —TAKRXSZ + O R E A PD-LL 4k
MEDT4736 Bk 4 CXCR2 # | 7| AZD5069 & MED14736 Bk
AEEG-RUERE T MIEN I IER B R
(NCT02583477) , B A B HRIR T EME B& +
ERTRE, LERFAH, EHLHAIFHANE,
W REE R CXCR2 B R 2 Ay, ek T
AU AB AT EREHEN, R UERTAERR,
{E CXCR2 47 4] 7] 6 & BU% th b7 BT B8 B E R
PHARRR, e RERBF. 5 —TKT CXCR2
# % 5| Navarixin % 4 PD-1 47 #| #| Jk # 2 41
(pembrolizumab) & A& A 3 F Br 2/ % 4% M S2 4K 95 (4,
5 PD-L1 FE 1 B % 36 14 NSCLC., #t & % 81 7| If & & 4%
TEREHEEMBE N TR ML AWM RE EER
2 $ (NCT03473925)

1.5.2  CXCR4 %

(D) I R ATHF 52 CXCRA #7575 SL R 8 + . f
MBI BEARESER., EFLBEHEA G,
CXCR4 ## 37 71| AMD3100 & 8 fm it JB /& 1 Fu 3K 3C , 98K, 2>
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JE ¥ #, B B D P8 A FoxP3' Treg, 3 R T 40
AR EE R ERM, KT T NREENAER
e, ERBRFERBEAY F , RIAMEF&HF
S 40 B B9 X 38 0% & CDS' T 48 J,, J& 48 FiL 4% CXCL12 &
F AR E R LW EIEE ORI EAE X R AT %
2 L & B8 P CXCL12 B £ E R IR, 4 %4 T CXCR4 47
F 7 AMD3100 F[ 1 R T R EM B o e PR R &,
F 5 PD-LL Rt EI(E R, g 40 f B R . A&
FC B A ALY ) T VEGE ik IR 40 67 RA&A R K
B20-4. 1. 1 ¥ 4% i CXCR4.CXCL12 F2 TGF-B1 ¥y & i£ o
L Bx & CXCR4 4 #7057 PRX177561 & TGF—B % 4 417 5|
HMEEAK, FROEEE, ARG DNRN TR
£ FHI(DSF) o B A& FH(0S). 7 41, CXCR4 4 4L 7
POL5551 ¥ LU B it 98 B9 12 22 1 & 11K 16%~39%, T I8k
A fiE 8 S FE M B B BB T 48 R A B 4 B/ /D
P 20 B, A G M (A B A ALY o CXCR4 # Al
AMD3100 ] L4 %] CD8™ T 48 i £ PD-1 &4 & ik, F 7
Treg 48 f %1k & CD4'CD25 Foxp3'IL2'CD40L 44 Bh 4 it
SR E S R A, T LLE] K E B R B R R B R
4 & B VIC-008 ¥ LU 58 e Fu ot B 45 & 8] L & 4 7
P9 CDS' T 48 A RRL , 17 2 98 1 ik B 40 B el 92 ]
FEBABEIT RN EE K ERKIZR AW
0S. 7 3L A% & 44 A5V B CXCR4 3 47 7 AMD3465 3 3T
STAT3/JAK2/AKT/CXCR4 i % 7] DL &K 7L IF & 1912 &
A7, A7 ) 5L IR B 8 W T R, Y 2D BiE 98 4 B 1] L T R
1%, sh, AMD3465 V6 97 7] BA B Uk 2D A5 A% A A R
BE % CD11b" 48 ff 0932 3 .

QDWEKRFAR B EFLHRE XN RK R
4 M B b, AMD3100 89 I JR iR 3 IF 72 17 & &
H B T v 5 (NCI2012-00149) =, 2 & # 4 # Fik i %
(NC12013-02012) By & 2 M F1 8 W 1 . CXCR4 4L A
USL311 ¥k fn 5 38 3 5 7T BX A W6 )7 B B s K /&
fE R/ EX LR R AR ERFEWNT/I
X % (NCT02765165) IE £ # AT H . £ [ #1K
(NCT02737072) &, CXCR4 # 4 7| LY2510924 Bk &
PD-L1 4 41 5| Durvalumab 7 B 2 52 K & (4 B 7 5%
e LB R PR B D R K I e R & & fr i
% M B ¥ . CXCR4 # #1 A balixafortid 5 77
(eribulin) Bk A 78 HER-2'#: #% LI B B & F % A&
T T #1385 (NCT01837095) %, 3 7 16/54 1] (30%) &
How Eor HEM R, 74 2517 (46%) B #H &I H %
AR

7 4, HSA % B & T & T CXCL8 A7 IP10 Hy 4%
# o, JF & T — b # B ELRCXC # L B F 4 #1 #
CXCL8-IP10, #£ fifi & A% A o =] DL 1f G1 #A [ v & &
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