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CXC L EF 324 3 TR R BB A EREAE R ER TR

Research progress on CXCR3 variants and their ligands in tumor microenvironment
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98 734 5% (tumor microenvironment, TME ) 25 Y] A
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1.1 CXCR3
CXCR3 & —Fh F 2 i IFN-y 5 S @b A 7%
1, R G 3 B2 A 9(GPRO) B CD183, e

AL X Gt KR q13 X, 78 G Al 98 0E Hh ld 2
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[(E&WmB] LhE 8RR ZEEE R H (No.201901D111421).
Project supported by the Natural Science Foundation of Shanxi Province
(No0.201901D111421)

(fEERIMNT]  FRHEC1996—) , 2o, Wil AR, 3= B NI Mg (¥ Bty 5 11 PR
5% , E-mail: Sudoubleha@163.com

[BE1E&] kR M (ZHANG Junping, corresponding author) , FAT X
Ui, e A A U, S N S R ) A g K% BE YR 9T B 7 E-mail:
13994204099@163.com

b



b

JriiE, 55 . CXC bR 1 3244 3 48 i e FLIC A2 e flch 85 mh 1 F RO IT T i e . 729 .

F4G Y fh b 7R P 32 B i TFN-y 31300 B 4H
PR SRPR 200 = A1,V FH T30 1 T 4 P s 7E 444
DUV R] EH P R 200 B R4 i 55 7 TFN-y A1 TLR P A4 #p 7]
EH 4. 78 TME 1, CXCL9 /i 5 ik 02 41 i 3=
T RN R K E . 55— 51, CXCLY H]
DI Jo A TR PR s 4 5 ) 200 e 24 5 5 k2 44
0 285 B R R g e A
1.3 CXCLIO

CXCL10 & 1985 4 LUSTER %'EHf 78 IFN-y i
SR G g5 N BRI AN U-937 4 A Fp T BEAS 211, R B
H1 IFN-y F1 IFN-o/B 55 /)N 731 (10 000D 4 Jfa P51
FEEHE, MFRIFN S8 EH 10(IP-10), [ &iE BA
O] 0 A A P A S DRt A R A B I 2 i A
T CXCL10 F A [F] 28 B 11 200 o 7 i CELEE 11 40
LN 72211 oINS o i 3 v oI g e e O o2 AN
2 24T 56 5 4T R e R 400 AR DOU Y, 32 AR T A% A
RN 4T A, 55 52 4R CXCR3 45 4 Ja s o 55 45
RN 24 R N B e MR A, 2 5% 2 B e A g
ER BSR4
1.4 CXCLI1

CXCLI11, X HRIFN 55 55 F 9 (interferon-inducible
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