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Research progress and future perspectives on chemokines derived
from cancer-associated fibroblasts in esophageal cancer*

Cui Ye-qian, Bao Guang-fa, Zhang Jian-fang, Sun Xue-qin, Wang Shao-bo
(Department of Nuclear Medicine, The First People's Hospital of Yunnan Province Affiliated to Kunming
University of Science and Technology, Kunming, Yunnan 650500, China)

Abstract: Cancer-associated fibroblasts (CAFs), the most abundant stromal components in the tumor
microenvironment of esophageal cancer, secrete chemokines that play important roles in tumor cell survival and
proliferation, angiogenesis, immune evasion and metastasis. Through the specificity of molecular imaging, the
expression of these chemokines and their receptors can be noninvasively visualized, thereby providing valuable
insights for the diagnosis of esophageal cancer. Given the pivotal roles of these chemokines in various malignant
biological behaviors of tumors, targeting their upstream and downstream signaling pathways with specific
antagonists or antibodies holds promise for remodeling the tumor immune microenvironment, modulating immune
responses, and inhibiting the growth and metastasis of esophageal cancer. Moreover, the expression levels of these
chemokines are closely associated with patient prognosis, and their dynamic monitoring may enable accurate
prediction of clinical outcomes. In this review, we summarize the roles and recent advances in research on
chemokines derived from CAFs in esophageal cancer, aiming to provide new insights into its diagnosis, treatment,

and prognosis.
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B R TE B b ORI R
1o R GEH U8R o 2 — 0 MR B TR
2 [ B g RE AIF ST LA K AR 10 4 BR S5 R i A £ 4H %L
I, 2022 AF A BROBT K £ i 9 249 0 5101 T3 ), 3
HE Y 24 5 74.9% 5 A EREE TR AL TN B B2 44.5
TI A5 R RE A SCBE T IR A, I 24 o 749,

B i A 2 R R A T R A B A0 i
Ji (esophageal squamous cell carcinoma, ESCC ) Fll & %
it 9% (esophageal adenocarcinoma, EAC) , & & J& AY
A B I Y 25 R ESCC 7R M Y A AR T 4%
N L B BOR A TE TR . T EAC 7EE 26 A
RRCHH BY Je R 5 ETHE R, ek R
mEAREE T O EE R WK
( gastroesophageal reflux disease, GERD NN RS
B RCYL S o T b JRE A0 B AN M B ER B (tumor
microenvironment, TME ) 2 [8] B9 A 5. 5 38 1/E FH & &
B R R I P E PR RS . A Y TME
B 5T 4 R0 22 Tl A i SIS R 2 G, G A A 2 AR A 4
O 20 M | 5 RE 20 R S5 A0 i A g A O
2T 4 4 MY (cancer—associated fibroblasts, CAFs) f&
TME H 5CBE 1% 56 5T 40 L 1k o3 o d il R BIF 5 4 R 3R
B CAFs , 5 591 52 HC 0 006 1) A DA 7 38 ok 76 988
P55 98 240 M 22 18] S A5 TRV T, DT A ] £ 922
000 AR TE ARG L AN X S P TR T AR
BT FRRAR , DL BN A2 YT, s IR AR
ERiuRE i S T AR (S R R (U TR A
Y VPG R E S . BT, X T CAFs R I 1 1k
7, F 5 22 4 b T JF R 5 IDE 98 70 7L O s T e,
T 5 T 6 A58 B A SC T 5 4 i . B2 = 0 Rt
WF5E CAFs R IR 1h R 7 76 2 48 98 rh g VR o —
AN B (8 A i PR IR .

1 CAFs

CAFs J& — Tl 53 J50 40 i B , 76 5 9% TME i 5
ZE R EMAEH . B CAFs 1Y B YR IR 8 A T
RN R TR S = L 1 R DR TR il 1|
LU R il T 2 A R R R A ) 3 BT A
A8 P B2 20 M B W A0 B A i ok DR 1] sE o+ 4
i 1 11 AN 1 D 1 S - L1 B T
(epithelial—to—mesenchymal transition, EMT) /Y |- J7 21
M, KREMFIREY,CAFs 25 T — R HIL L

Yy ad B A A5 (BN BR T Mo 4 i R 28 VRS
iE T 40 M T Ve 4E R L AT 25 R A g ok Gk
CAF's f3X — Z 5 A 96 7 FH 3 282 18 70 I8 K& Y
AL 7 A 7 AR ok S

FLURIT, X CAFs BYWF 5 2 R AR T 3R AEHr 1
b i W b 90 Gk £F 4 40 S 2R (fibroblast
activation protein, FAP) o —F- 1 WL L3l & 111 . i 2F
AL AS SRR A -1 BB E AT EAEK, &
MFFEHLA TR T 22 305 X X SE bR W) i 259
1 A [6] FAP (49 25 %) © A7 &8 70 BE AT 1l PR i A I
PRI I B B, G de 0 A PR30 19 5 2 Bk
B2, H A& X CAFs 73 W 19 Al D BF 58 A0 X ¢
b, B A T AR X X 7 T 9T B RR SRR AR AR R
K BEWS FE 7348 78 CAFs 73 Wb 18 10 PR 7 78 i 988 45 Bt
Ben AR, O R 1297 SR AE A B AR S
B, AT 09 TS bR AR A R B BUS .

2 HBUEFHR

B EF R E R

Ak T i 3 50 AN Ak R TG R 20 4 G R
F1AHS I 32 A A 4 AN LA 0 I 7 2 AR AL .
o R B R 2 — 2R 2 24 /N W AR R, HL AR
FE T AE 2 R A 5 A0 R A AR R TR ) 4
i P 285 B 5 57 T A% R 40 i ) B AR T AR A B
HEAEH . R A TR P 50 R U A X A
1% (R L BT g B DR SF 0 = 54, X R
F 4 A RESF 2K B R (C) TE B 2 440 F I 0
LRk R Y G S Ak 32 A5 R PR 52 e AR 4R T
24> 2F e 2 R 4% 5 1) A A RO BRI T 4k
4N FE  CC L CXC, CX3C AT XC (X AR FE AR bt H iz
2R .

R R AS R N CIN P SR ATS I e =0
BRI EE R R SRR E A R . K
TZWE T CEAMBZIRZE A, B Z MR
L5 IR G 8 A B B 32 /K (G Protein—Coupled receptor,
GPCR) , R4 H B A7 80% 1 )3 51 [ Y s , {H 3% fA/fic
T 2 ) A o 8 M R AN SE M IR . — T, A
B 7] LSS & 242 K50 ) — 7, 6 — %2
Pl IF AN X — P Re o 1 Ak R B e R
e 4n CXCL8 . CXCLS5 1 CXCL6 AL f& ¥ 7] 5 CXCR1
1 CXCR2 45 4, T CXCR2 1 B [7 i 5 & 1k A +

2.1
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CXCL1-3 1 CXCL7 =5 M 1454 . bR ikl
LS EA SR AR s A A I 2 IR
HIEAE G B M B Y L 5 B A7 44, BE W8 TS B 141
R G B N IR K oS R Rt RA S 7/ S D2 S D i
At B AR AL DR - 32 AR BN R A 0 B R A
AT FE S i S g R AEAE T . Ak R 38 i 45
4 B 3R THT GPCR 2 5] & vk B2 MRS M 32 7%, AT I 20
Sl A AE o
2.2 CAFsRiEMSEHLEF

AL PR 1T e 40 CAFs | Jih 988 AH O B g
2 B S5 7 AR A R T R L A R o
AR kR R R RS R R AR,
X B8 E 297 TS A R . His 4
1R E CAFs 7= 4= fy il fb IR 778 & 8 I VE Y
SCHR AR JE 8D, R e X CAFs 3K TR Y # 4k R 7
CXCLI2, CXCL8 . CCL2 ., CXCL1 . CCL20 % # 17 4%
I 3E— 20 g8 A S e D Y B R g
ST

CXCLI12 J& CXC ¥ b H 7 W B b i B 22— B

Jif g8 L i 9 CAFs J& CXCLI2 19 & 2ok I .
CXCL12 i 31 5 HAZ 1K CXCR4 8 CXCR7 454 . 2 5
VF 22 A 35 B Ok R R 4, 42 1 22 P 400 G 1 348 L i
B IR RS AR ZE UH T G N B R OR U
PN B2 40 JiE S T A S R O A A B, CXCLS 2 —
Fir A2 46 4 M PR, 32 B X 1 4 R s AR 1R A .
CCL2 1 % 5 H 32 Kk CCR2 45 &1, FR 8k i 78 2F %%
it J55 380 3% W 32 AR b R CCL2 a3 T A 8 U 1 30 )
gl H@(myeloid—derived suppressor cells, MDSCs) , M\ 1M
JE B TME 119 G 2 410 PR 2, 5 S50 983 4t it 24 9 4%
Pt . CXCLI 7 b9 v i 3k 2 Fp AL L 98 CXCL1 Y
Foih AL LY 1Y, NF-k B {5530 B% 19 25 16 M {2
fif CXCLI ¥ 5% , 2 5 18 15 g 40 g b CXCL1 235
i) miRNA s /DU CXCR2 2 Hi# ol 8 i 2k,
TE 25 100 £5 () R, CXCLIL 6 Al LA % CXCR1 %2
A, 55 bR ol A A Y g SRR B A T, CCL20 2
HSHLAREMAARERE, AR EZKE
CCR6. CCL20/CCRG %l i 1 8 oy 40 ffg 1 3T 5%
85 L O 0 b e T R 3 A e g AN i 4 o R 9
i P8 BB A5 T 422 1 0 e g ik R LR 1

#1 CAFsKEMTEEHUEFEREETRIIER

BT fEgmis 2k LW bEvig Tl

Jie it A5 A 68Ga—Pentixafor, 177Lu( 2 90Y) N

. o . . AMD3100,BL8040 .PF-06747143 . LY2510924LY .  #JE A B
CXCL12!5™ g Mg 4% CXCR4 —Pentixather . Ifi.if CXCR4 (4 £ Balixafortid -

it 75 ISR lortie -

RAE M 135 CXCR=2 1 C S 2 4 (C—
SB225002 ( B[ 4L Ji8a Il FERTHHSZ ) L AZD5069 .

CXCL8™2 i BERAM  CXCR2 reactive protein, CRP) (UBEG40HT (BRI J I_m PRHPISA) AL

Bt T (W) Reparixin ,SX-682

W S5 RS |
[64 Cu]DOTA-ECL1i (k& it £F 4 RDCO18 (F4M A I PR ATASE ) .CCX872.
cer2®-= JEMICEE  CCR2 a A
4 mf;;z - 1k) PF-04136309 PR R
g KL 2P K A4l —1 (caspase activation and recruitmentdo -
CXCLI CF;;F’“;@@%? B CXCR2 CXCR2+1208 CT J:[H 7 (Wp i %) main—containing protein 1, Caspase—1 )l | SRR
o X% o T SR S HL2401 (#f CXCL1 f9340) \SB225002 SCH-47983
n 5 SCH-527123
EREE ATé N

CCL20™) i;rﬂz E’Jiflsﬂ CCR6 - L.Y294002 (45 H i) AR

3 CAFskiFRBELRFEREEFTHER

3.1 BURETFEREEMEAMEIGE. MENnE
H R R kiR B R RER

CAFs R Y5 A A 17 i I8 240 i 1) 384 7 Ji o
LA AR S BRI | R R MBS R B OC E R

AR o B dg I A8 A B ik Jeg 40 T A A N A e
ANTLD I 5 . CAFs 43361 CXCLI2 7T 45 & 148 N
Bz 41 M I B CXCR4 32 A&, DT #01E 1 ¥iF MAPK/
ERK , PI3K/Akt } Wnt/B—Catenin 15 5 18 % , 154 i 45
N B 2 i 2 SRS, DT A Mg ot 5 8 A R ARt T
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ARG I CXCLY 3 23 i SR 4 P vk g i,
SARAE I, DT 755 e g ot 59 B

CXCLI2/CXCR4 Z 5 T 148 95 19 2 B i 2 AL
il L B T A 2 e R i A A AR R =2 A, 3 RT3 e T
5 21 Jifa 438 B AF G A5 5 38 B Sre/ERK1-2 , STAT3 2542
HE B RE 40 OB A . CXCL1 DU 38 5 5 7% 7 NF-«B 3%
TG S IR BB Y1 09 B 1, LA CHS )1 (10 Y 3
BT AR AR R RS R T B
Jitg 38 5B GUO ZER08 CXCR4 JE IR fil B 40 i &
Ecal09 (£ 8 W55 40 Lk ) 22 PP T BALB/c—nu/nu /) R
2R, &3 CXCR4 1 -5 30 A K 32 21 B 2 1Y
O], S A A AR P B9 CXCLI2 78 CXCR4 3 [H] #il
B Hp i 2 BRI, %6 W] CXCLI2/CXCR4 1 17 26 35 12
TEEENE AR ZE .,

I 967 i b 3 E A5 R 1Y i R RNAR 28 h R
TOCHEAE R bRt i ki 2 38 2k 22 P AL Ok e
o 2R G0 B AN . MDSCs & —Ffok [ 2 24
T 2R 200 R0 ) S5 0T 400 LR AR, ST g P 5 v i e
T T 40 16 1% 3% £k AN T RE | ARUAb I JORN 3 2 T FE A
22 P ges G RE R . CXCLS 76 £ B9 R o e b i v &
HEEEH METRENET FHREAIEN
ESCC bR &Y, 4E+F T ESCC 40 g /Y T 40 i t: , -3
i ERK 38 % & 455 CXCL8, 1fif MAEL 3 [X] I3 3 Ake1/
RelA | B 41 it /1 % -8 (Interleukin—6, TL-8) #IL 1l ,
4 MDSCs #5 A b g1, DA T 2 £ 45 98 fo 738 306 ik .
G J2E 410 T E £ R 1 0 R rh IR R P B,
G 2410 1) 200 L A N ek R B A5 0 e g 4 L ) A
B 9 1k 3% BB 7, A 2F b 9 A MY A TR R R A
CXCLI12 AT DX 9 240 FOAE AR S AR 40 4 45 DR P R T
B 1k H & A T S A A R

i 98 A 7% 02 3 MR B i O AT R A R B K
VL WE B EEE D, B R T A
WA EEY SR AT R R R
CXCLI2/CXCR4 i [ 76 £ 8 i Wk I 5 2 10 i k. 2 g
S DG HEVE A 51 40 2 B R Tk ERK1/2 38 % A
1M 8 1 5L 0 4 I 2 TG -9 19 43 b, SO L G RS
PTG STAT3 38 i, {12 F EMT %% 4k , g ik &2 5% 7% 9
HEJEM; CXCL12 38 AT DL i 412 1 20 it S 7% o A1 it i
MR RS . AN, CCL2/CCR2 ik 428 B 9 IE 52 RE %
5 5 R 20 LT I 0 L SR AR B0 R A G
2 Bt (tumor—associated macrophages , TAMs VAL R M2
U A L, AT AR B R R R T 52 e bk 10 45

F . HOSONO 450 1o 6 32 4 Uk 2 e M 2 1
CXCL-8 K& H:3Z /K CXCR-2 i/ 18 5 & &9 19 1=
ZEURIE i HL L # IR0 % UIAH OG , CXCLS 3 i
R AL Akt M Erk1/2 15 5 ESCC 40 il iE #8 FI{R 28 .
gi BTk Ak T e A A 0 R AN A Y 1
B i IEg I AR R R o i k3t N A B ok R R R
HEHEREREQENER . WL, stk i’ 1 &2
PRI 8 1] 367 T RE R TR T A g Y — R R
W, A7 ER B R R R AL
3.2 HMUBEFEREEZSEIHHIER
138 98 I T RO LS 5 0192 T 8 A O
Rl &8 N el s A R W e 12 05 ik,
SR AE 3091 45 8 B R I O TR AT A AR SR BRE o ik
Gh o, BOSR B R I OR AR R W, s IR B R
( carcinoembryonic antigen, CEA ) R LR 2 I d i IR
(squamous cell carcinoma antigen, SCC—Ag) A TEHR
W ARR A B U Al A LR AR RT3
1= AT A T P8 B B A A, (2 W O
RS PRI AR BEAR . LI A U A R T I
PRAEAR o T 24 H B0 BRI PRRE IR B, BBl C 4%
AbF PR, B AR A TR R B B Y K
T 33X 46 £B 25 T Il 5 06 T i T R R 25 I T
R, -6 3T 1012 Wb i 4 5t T 42 v 2045 0 9 4 30
BRI W B EE
KGR, CAFs BRI L I+ 5 B8
R R IBAHDE, AIE D &S B Is Wibs &, 32 5
1R ARG R L QIN APl Y % 75 I ok
5% 1L-6 X #7811 2R 38 1 IR 35 VE FH L CAFs 43 W6 1Y
116 FlE 1 25 00 41 2 3k 20058 o3 A ATk 1912
Wirds bR . oA B 2T 2 W 1% CXCR-2 K61 1132 W i
TR R T A 1 9 T 4 R T 4 L i R A R
Yy, B AKX T CRP 7K F , CXCR-2 Fl CRP ¢ & 73 B i2
8 1 R M B 2. LUKASZEWICZ-ZAJAC
SOV FH K 4928 W B 46 U 7 CXCL12 . CXCR4 J%
22 MR B 25 4 AN CEA AT SCC—Ag 11 I 785 e JE , +F
i 5 A I 2 1 B A2 Wb o R AR SR A AR
S, WFST 45 SR 2 W] CXCRA ¥ 238 & B A s 1y L
W12 Wi R, i FANG 25" 7E 845 9 i P b AT )
CXCR4 # [ PET/CT B %X 5 % W , CXCR4 AR 712
R 0 L2 RN 23 3 v B VR A 4 1 A
Y84 R 1k, © AT R T LR AR e 4 T K
% 4% 51, 42 45 %1 % CCR2. CCR5. CCR8 . CXCR4 .
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CX3CR1 F1 CXCR7 (I #E%F . BT, £ X CXCR4 it 5t
PR R R RRYT U T B 2 R X BT
CXCR4 1E £ 45 98 b 988 Tl A 458 12 W7 15 09 A P b
BEY R RS AW . SR, HA 68Ga—Pentixafor
F1177Lu (8% 90Y ) —Pentixather 7 Il & 35 55 v 3¢ 31 1y
AHXT 0 BB A A B 58 K B [64 Cu]DOTA-ECLIi
TE it v Y B8 B CCR2 FH A 200 1t i) R 3R R0 41 2 4k A8
PR 56, 28 WIZ 7 5 390 7 ARG 00 s &7 4k £k Jr 1 LA 0%
J1®1, FRANZ 5P 5% 25 3R B, CXCR2+1208 CT
DKUY AT D00 i 40 B A A I DR 4 4

gi LTIk R B AN E ] AR B A g 1 12 Wi
bWy, BB A AR Py bn R ) 0T B A i i T2 W,
M AT B 0 F 52 AR 00 R S G ORT K 2 Ak R T
B HZ (R AT TC R m ML VAR, mT B8 v 2 A5 U 1
W2 W32, DT 4 5 £ 48 s A AR O T & R AR
33 EUEFEREREETHHIER

R A R AR AR, K2R HE e
IFE AL T e I B B A B R AR R L Al T
AR YT I R B B i 1 2 A BHA T v
REZY I EE S - R (PN w2 Y AR ERILELS
B2 SAEEAERAUN 15% ~ 259%™ NI, 535
MIEIT 7 iR Ao . AR R , K UEHE SZ R 2 Fh
AL 7R R B A R i AR . B
A R R FH i 280 B ) 7 3k T R R 4R e R AR
FIRITROR 3R T T 1 —Fh o mg

— BB RS0 A Ak R R L AR B B YR T 2
E &I K ke, I8 43 I TG PR S e v (L3R
1), 44 CCR4 HLAAFI CXCRAF5EHLH, © H TI8I7 1M
WA IR i T CXCL12/CXCR4 Bl 16 245 4%
A i B ) B AR, I 63 T CXCL12/CXCR4 15 5
SRR EEEN - TR ISR
RH T CXCL12/CXCR4 15 538 % v] LA 55 98 H 938 Gl 30
B, W g AR B AR v ) A 92 A R 2E G, 2 e
e 114 92 240 JE0 01 JSEL BRI 5 92 00 1) 400 B 2 A S AR L DA
1M &R TY 8. A BF5E % B CXCR4 19 4% 5+
PE 5 B AE U /D CXCL12 5 CXCR4 U454, A0
il BRE I/ A . CXCL12 952 1 CXCR4 AT L BH 1k
T 4 1 o9 A 3= 00, RO, CXCR4 359057 (DL 26 1
4 AMD3100 . BL8040 ) AT {2 i T 4 il =231 , & 4% 4 e
Jed S BEAE 400 T s A B 3 A

H A #E 1] CXCR4 /) /N 43 F 359050 1T L4k LA
425 /N IK CXCR4 #5L7  AE K CXCR4 #5407 4t
CXCR4 FL AR CXCLI2 &4 () 38 sh ) Ands b sn) .
A A gz B EMRI ST T —
FRHNFFE , a0 A= K A0 1570 5 3 55 F 98 1L-6/CXCL12 {5
530 AP ESCC 4H A i B8 A 2800, Bl 11.-8 527
1 (CXCR2) 23 5 S 45 W 8 177 25 20 M 19 1R 28 PR 1%
5, TS 52 ) IF 40 A 34 5E , CXCR2 A B &
A TR IR LA FE DR S ALAL b CXCR2
i3 (L3 1)SB225002 23 T R FiIEJE i 4
A A Y™ KO S A 4IRS B /N B
BRI E R G T LA, K BB W A
K38 \] DL 5 CCL2/CCR2 Bl 7= A — AN & & “ #E
Uy T 20 B RN M2 I 240 A 1 B e ) 2R ST
FERL L, 240 60 ) 393 6 P R e DRl o o 3R 2A 0
3k NF-kB 2 R00% CCL2, HF 4 i (5 55 5%
A& NOTCH-1 f9 il 2 7T 75 5 1 487 i g OB i A 2 A8 9
R By B S g Bk k. PR AT DL R CCL2 38 4E
R AT B R — Rk RE . BLAh, LIAN AECT R
FHESHL T ESCC A% i BALB/c # L, & Bl CCL20 7]
DL 3 LA 5 22 Kk CCR6 X 8 5 1 T 410 i 39 174k
SR B O Treg (9 G 28 4 4 a2 i 2 a0F A8
I 0 M ) B 5, CCL20 S EOMES 4t PRl i) 3 352 dife e
A, EOMES 3k B T 18 B A T £ 45 i 400 1 184 40
EOMES 5& [l i B o 5B SE 22 N ESCC 53 Fh B8 46 9 1) A=
K, Pt EOMES-CCL20-CCR6 5 5 18 F& RE 0% iy £
B9 A TSR T IR AL . ZHU SRR e A o
L.Y294002 ( UL 3 1) #11 i PI3K F1 NF-«B 18 % , BH ¥
CCL20/CCR6 #il1 , AT ok /0 45 1 g 96 o 983 il 48 A 1o
CCL2 Ik 38 fin 5 TAMs #4938 fin 47 5& , B W7 CCL2-
CCR2 %l AT 38 1k B TAMs Fi9 47 551717 58 3 B B ¢
Az 8 R B R AT L 5 e SO B8 v CD8YT 4 i i
U 8. 7E— T CCR2 H5457 (W% 1) RDCO18
TEAR JFF 40 A 98 B4 I T 1 AF 53 v 7R, CCR2 45 Bt 771
RDCO18 & & M il T M I8 vy A4 K A1 e B,
BARBER “5™'7E BE /& % 1 f 41 2L F/N [ BE 25 8
& B CXCLL 43 W 4k 2 0820, DA I AT H: Caspase—1 417
i A R B IR T T R

gi bk Btk AR SRR A EE
YRR, AT LAGE it AR F T IR 7 B0 A, V85 e 2%
0o 00 A B R Y e A 85 A T A o e
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AR, HIL, W5 T A g P AR
FHALH, I & & XF a0 B 7 50 1) 3R 07 R s, B
IR IR T B HLRT Y R B R T

3.4 HBUBEFEREBEEMEHEFHER

TR R E NG 22, 5 EF R, BE
i 5 B T2 W Bk 1% Jil 3 43 3 R0 AR S X IRAR T DA
FARVATE T AR . CAFs KI5 110 H 776 &
R kR R RN EEER S BREN
ARG BB E, ate HT Je 22 R R TR Y
PR B B8R 1A T 7 R0 I i RE A ke R A A L 1Y
WAEFR &Y . GOCKEL %58 % B, CXCR4 3 3235 H
BRI 204 A AR B E 1 R R
W76 4~ H o BEAh, WU P AT T — 1025 4 43
Brés S W, CXCR4 1 28 2 35 5 i 8 33 T U 2 bk
ELEEIR A IR A oy A R4 B2 A 06 . ok
KR, CXCR4 {33 B 638 W B IR T BIRAE 16 R,
CXCR4 75 i I 41 i v () 238 34 i 1T ESCC (14 A%
e, I 5 ESCC & & M R A7 56, 1IX Be i o8 24 3%
W'Y CXCR4 7E T 8 5 Pl f5 , b Jd 2 46 I Tl A AR
BRI .

CXCR4 A FC A CXCLI12 [A) B HL 45 T 0 07 A v
I, HtE B8 R R B 45 h 1) & R R TR &
B A B AF I, CXCLI2 AR A Bh T e &
IR FE A 00 PR BT B R LSS R R RS
BRI YT S UL T IORS ME IR YT T S . FANG 4§
IR, CXCRA R AN B R S e R S 28 |
F 240 i 1 S T A i JRAH DG, 3 BHAZ S e BE AR TT B
SRR R UG I OCHER .

EL TR R A U B R R AR AR, 7E H
EAC i J 2 i v, 1 -7 0 40 ik BR1 7 ST 0 3
B 2 A S 1L-6 FIl CXCL8™, CXCL8 Ay i 2 ik 2 W
A A A, AR A B R A T AR A

CCL2 FIRIG IR & £ B A U5 A R 6]
3, AT N 45 52 Ak 97 B9 ESCC B3 il i <7 s A
%o WA ZHANG SF*HE 5, CAFs 43 WA ) CXCL1 !
il T AL AR 1 Rk, SRR R R AT
IS R SRR B, AT A2 2F DNA 0518 &2 1A =
AT PUME . UL, CAFs 4334 1 CXCL1 i 3 3 305
Mek/Erk 3 %/ S A Btk . CAFs 5 ESCC 4ii i 2
] B MR EL AR AR A W55 Ay i S B A
CXCL1 ik , ¥F— 25 o Biog e i i, S 80T

B EE IR AR

L Lk Al R e B A TS R i A
LM O, 5EFERBUR B ITE Ik RS
B 3 e G A PR A R UK OF PR A R Y
TS WU, JF B AL T T e AR AL R 97 3R
A7 Bh TR BB R R TS

4 BRESRE

IR ™ M N R, O e A R
W12 Wi 6 @R AR B 2T MU b
Yrxt & B8 RIS FUEfF TN LK. CAFs 3k
Btk FEEERN A KRh R EE R
EHT . UL, B e R A R & g 112 T R
JEbRED

MRTHEIE RS R OBz T T 4T
CAFs R U5 (14 7 Ak DR 7 76 8 808 P 09 1 FH AL i) A sg
e DX 3R 3 A ARV 2 R 05 QG R B A6 AN /2, H AT Y
TF K 22450 BA AE JE R 58 B BE , I DR % Ak 1 . FH i
FHE—E MR, REMRENC L3 AN T
T e I A A HLIABC T RIS, (0 BRI
WA B A, 758K 75 B2 TR A B 9F 9 K 18] B CAF's 2
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