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BRUR bk 2 [ 2 B SRR 4% R B A % RS 50 0 B8
FREIEMEERT. KANERFURRX WEEHXAR. ERIASMT
ER L ERAREETRFERERF G " AR EALT EXEHEARTARL
| JRATXI(863 X)) E R E AR RAITXI (973 X)) RE X B AR FES
C BLETE, HEESRFLERSEMEFFAZR FEEGREH2ELE
FRAEEHEZR FEFARBERSTOM L L ZACEEIEZR FREFS
E¥MREF22ZR METEFREFL 2 TEZR FEMENF 2R H
FIRZRASEE LXTHENFSHZF, FEE(CPEFIER£Z) (P4
PHEXRER)FHANE S HEIRE. TRFARRRZLRIESET AR KA
# RNA & B i, R I T DU Z AU K & RNA W88 kE VB TR H (%) MR
BB RAELFEDEE B AN A, & New England Journal of Medicine . Journal of Hepatology . Cancer Re-
search % SCI 22 & K & X 120 &, 51 B 3 200 Ko YHEASMARRRBERBFHAR# SR -FL,

GRS P ETT XL E LS Y EF ST ST LTIV
B,EEERT, EEHR T WA REME L HEAE CHRR SRR R £+
WA RN, TERARTERE: CAFRAEELNBEFIH . CAEFX
MAFBEBRXELRN TN FHEELAFRRRARNE EREH &%
%, MAF IR RAAER LB R REFERREFERE LT B
HEEAERN BRXREAHFELTETE AT EaAMFELE ETE X
THEZERTRETRES, AEFEEFLHAF 22 FFZR FHEEFS
FEFAPCERFEFUER X TEF2NAF¥2ZR YEEAREEHE
D B MEFL2REEER (P RIFERESI(BENF R R FHE) TR
L ERE, MEHNE —1EF F B E1EH A& Journal of Hepatology .Oncogene . Liver Inter-
national F 7 E X F SCL L X 20 2B, YR FEAXBFRA# IR LRI K

JramfasE P fafe el 1 CXCLIO e H: 3% s CXCR3 11
FE I8 Bl AR 2 X5 B

RoOAE RO ALK B, ERRS, RAEES
(b TR T P 2 e s T A 2 2R B s K e RS P B 5T 100191)

[ E] A& BRBELHET CXCLIO KR CXCR3 FERNAE AT 40 M1 (hepatocellular carcinoma, HCC) H i) 1A
NG RE L, % & 382 e e 3 K 41 E 3% (the cancer genome atlas, TCGA) H HCC %4 /22 A1 [ b -85 WF 5 B
(Liver Cancer Institute, LCI) %1 Z, I AH G R BRI, 20 AF CXCLIO 3R F1 CXCR3 J:HAE HCC K e R h iy 3k
AR S B ARG SRR R R s R SEMFOLE it PCR (quantitative real-time PCR,qPCR) J7iE 4G 45 i £ 1T
X HCC A IRAEA R CXCLIO FER 1 CXCR3 FE R WK 1E 0L, 43 Bt CXCLIO 1 CXCR3 FE PRI 3235 I AH
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# R . TCGA ¥4 2 b CXCLIO JEHAE HCC U iy 23k B m TR 2 A8 (FEB X FEAR: 3. 379 + 2. 081 vs.
2.213 £2.274 P <0. 001 ; Bl X RE AR ;3. 159 £2.267 vs. 2.213 £2.274,P =0.018) , LCI ¥4 b CXCLIO 3£ 7E
HCC 140 1 3535 0 2 B TR a2 41 41(7.625 1. 683 vs. 7.287 +1.328 ,P =0.009) , TCGA F1 LCI 4 %8 # CXCLIO
R R FRIE HCC A ARG SR AFR S T CXCLIO ERRFR X EE (P =0.107,P =0.002), TCGA %4 &
CXCR3F:NTE HCC 4N B8 5 T sr AL (AR BEAS . —0.906 +1.697 vs. —1.978 £1.629,P <0.001;
TG AEAS: —1.329 £1.732 vs. —1.978 +1.629,P =0.037) ,7fi LCI ¥4 H CXCR3 L AE 2 JFFAH ¢ HCC 414t 1)
Foik BB T 5541 41(3. 989 £0.339 vs. 4.074 +0.309,P =0.003) , {HH 54815 h HCC 4140 CXCR3 3 &%
KEE MR G SRR R B2 S T CXCR3 SEPIKFRIR B (P =0.004,P =0.014) , TCGA %(##)% 1 CXCLIOKL
5 CXCR3 F:FAE HCC FE 554 2 B i 2k K B3 R IEAH)E (r =0.584,P <0.001 ;7 =0. 776, P <0.001) , 15K
FEARE N 25 3R S , CXCLIO FE R 7E L FAH 56 HCC FEE X 98 55 21 24 B ) 22 35 /K 43 1 ok 0. 479 (0.223,1. 094 ) FI
0.484(0.241,0.846) , 34 i 2 & T 1E 4 FF 414019 0. 131 (0. 106,0. 159) (P =0.010,P <0.001) , CXCR3 3£ [H 7 HCC
FHEC T 9 55 4 2 HL Y 223K /K743 5124 0. 011 (0. 006,0. 019) 1 0. 016 (0. 011,0. 021) , 1, 88 25 & T 1E 7 JFF 418U
0.002(0.001,0.004) (P =0.004,P <0.001) , {H CXCLIO Fl CXCR3 J:PH7E HCC 20 21 iy 32 % K 5 e Wi 25 41
S E R LG ITHE X (P=1.000,P=0.374) , # % :CXCLIO TEA[ERH HCC L4 P 2 3k, CXCR3 1E
CHTAHSE HCC HA b BARER K, HCC L CXCLIO A CXCR3 1y 23R A T HCC B3 ARG 2447

[kgR] BIE T B E T2 0K ; 40
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Expression and clinical significance of chemokine CXCLI10 and its receptor CXCR3 in
hepatocellular carcinoma

ZHANG Jing, CHEN Jie, GUAN Gui-wen, ZHANG Ting, LU Feng-min® , CHEN Xiang-mei®
( Department of Microbiology & Infectious Disease Center, Peking University School of Basic Medical Sciences, Beijing
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ABSTRACT Objective: To explore the expression and clinical significance of chemokine CXCLIO and
CXCR3 in hepatocellular carcinoma (HCC). Methods: The expression and prognostic of CXCLIO and
CXCR3 in HCC tumor tissues and non-tumor tissues were analyzed in two different publicly available
databases the Cancer Genome Atlas (TCGA) and Liver Cancer Institute (LCI). In addition, quantitative
real-time PCR (qPCR) was used to detect the mRNA expression of CXCLI0 and CXCR3 in 45 HCC cli-
nical samples with HBV infection background. Pearson correlation and Spearman rank correlation were
used to determine the correlation between the expression level of CXCLI0 and CXCR3 in tumor and non-
tumor tissues. Results; In TCGA database, the expression of CXCLIO in HCC tumor tissues was signifi-
cantly higher than that in non-tumor tissues ( nonpaired samples; 3.379 +2.081 vs. 2.213 +2.274,
P <0.001; paired samples: 3.159 +2.267 vs. 2.213 +2.274, P =0.018). Similarly in LCI datebase
(7.625 £1.683 vs. 7.287 £1.328, P=0.009). And higher CXCLIO expression was significantly asso-
ciated with a better prognosis in the patients with HCC both in TCGA and LCI database (P =0.107, P =
0.002). In TCGA database, the expression of CXCR3 in HCC tumor tissues was significantly higher than
that in non-tumor tissues (nonpaired samples: —0.906 £1.697 vs. —1.978 £1.629, P <0.001;
paired samples: —1.329 +1.732 v»s. —1.978 £1.629, P =0.037), while lower in LCI database
(3.989 £0.339 vs. 4.074 £0.309, P =0.003). In both databases, higher CXCR3 expression was sig-
nificantly associated with a better prognosis in the HCC patients (P =0.004, P =0.014). Furthermore,
in TCGA database, the expression level of CXCLIO and CXCR3 was positively correlated both in HCC
tumor tissues and matched non-tumor tissues (r =0.584, P <0.001; r=0.776, P <0.001). The
qPCR assay showed that the expression of CXCLIO in HBV-related HCC tumor tissues was significantly
higher than those in normal liver tissues [ 0. 479 (0. 223, 1.094) »s. 0.131(0.106, 0.159), P =
0.010], and the expression in HBV-related non-tumor tissues was also significantly higher than those in
normal liver tissues [ 0.484(0.241, 0.846) vs. 0.131(0.106, 0.159), P <0.001]. The same was
true as CXCR3 [0. 011 (0. 006, 0.019) »s. 0.002(0.001, 0.004), P =0.004; 0.016(0.011,
0.021) »s. 0.002(0.001, 0.004), P <0.001]. However there was no significant difference of
CXCLIO and CXCR3 between tumor tissues and matched non-tumor tissues (P =1.000, P =0.374).
Conclusion; Expression of CXCLIO was up-regulated in HCC tissues, expression of CXCR3 was down-
regulated in HBV-related HCC tissues, and the higher expression of both genes was correlated with better
overall survival in HCC patients.
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AT 21 M 9 ( hepatocellular carcinoma, HCC) J2& it
G N 5 DR B 2 —, HOR S 5 4R b
R REIL 40% ~70% ", HCC HE0R H £
F AL HEAE M £ BT R W B (hepatitis B virus,
HBV) J& e 18 P N BT & 95 B (hepatitis C virus,
HCV) e e il 5 75 3% 22 88 . WE0 LA S AR kS
PERRIIFAF * o e HCC %42 5181 HBV /&
YA X, AR 70% ~90% [y 2 fF A1 2¢ HCC 84
JIFRE AL 1 5220 R ok, B HCC 45 5102 25T #1 ¢
HCC RYEU HL K % F [ HCC Biig RA HZ &
X,

FEA IR 7 B A2 ARAE g 2 S v e 4 i
YEH, kA ¥ CXCLIO & i T4 & -y (interferon-y,
IFN-y) i3 L — 25 ¥, CXCR3 J2CXCLIO
SEPR Y ok — A2 P AR B BIF S 2 7R, CXCL10/
CXCR3({55 53 5 9 4 1 fo 88 2% 76 4 DD i e
A G A X i 5k P 2H (813 (the cancer genome
atlas, TCGA) F13& B [E Br AT %8 BF 5% B ( Liver Cancer
Institute, LCL) % A1) HCC 38 8dla PR 42 40, L &%
% LB} 22 56 %€ it PCR ( quantitative real-time PCR,
qPCR) J5 ¥ £ 45 {4 £ JIF 4 3¢ HCC 20 2
CXCLIO R 1 CXCR3 R:R 5742 etk B(CXCR3B)
(2235, 43T CXCLIO Fl CXCR3 SR F % %Kik 5
HCC 3% 1l J5 /9 A OGPk, ¥R &K CXCLIO [/ il
CXCR3 JEFTE HCC %&b K J v 4 i o

1 ARSHE

L1 I RbRA

45 BJE St HCC BB 35 B4 96 20 2URN e X6 o 5 21
SUREARERL AN 2 B I Fofgg = e 2 52 T i AR 1)
BRI, HCC 2 WibrifE 2 i Hh [ 2011 45 (R &
AN LY 0 AT HCC H 1 1k,
B 18P HBV e KRR AL 15 5, I 200 HiL 2
o 8 B IE H A 44Uk IR T i B B E . A
WFFE EFRAT b 50 K 2 A W I 22 40 P 2% B3 & o ik

(TRB00001052-12088) , FIr A BF 25 X} 42 +4) 45 28 S
) &4
1.2 TCGA F1 LCI &% #r

TCGA T 2 Jfd g % [ 2 35 2008 F 2k B 58
Broad A5 BT KL 54 0 A Hh > (Chittp /7 gdac. broa-
dinstitute. org/ ) , 5% il FPKM ( fragments per kilobase
million ) B X} TCGA e 20 I Fe ol A7 b e Ak , OF
B8 T AR B AN R 1, S A 370 AN TR
TEIA ) HCC 41478 J 50 {55 41 8L Kt

LCT 200 o i B R R a2 1 i+ Ty i
FEIH 2H B dE GSE14520 (http . //www. ncbi. nlm. nih.
gov/geo) , Jx & A 204 (A Bl U5 {5 )2 # HCC &
H TR B A HBY Bl 5
1.3 20 A

RNA $2HURF Trizol W4 B & [# Invitrogen 23] ,
W SRR G A 7 SE Fermentas 23 w] , 525
E & PCR {7 B 2£ |5 Super Array Biosciences /%
A, SE I 9t 2 i PCR AW H B £ Roche 24 ]
(Light Cycler 48011 )
1.4 ZHZ1 RNA 2

H 249 100 mg f) HCC J 55 B # AT 2100 50 .
TRAWARI DR, 780 0HE =400k, B 200
RNA fifffy 1.5 mL EP 455, JilA 1 mL Trizol i3,
P IR U0 B 4 O 4L 219 & RNA, F Nano-
Drop2000 Jll 5 RNA ¥ &, /325447 T - 80 C vK4H
g o
1.5 G5 qPCR 5555

i R A SR G U] 45, 7E 20 WL /9 SO AR
W, LS pg B RNA Sh A, FIBEPL 519 & %
cDNABE, BT L 958 % =P T qPCR 525, PCR
P 244:95 C 10 min,95 C 30 5,60 °C 30 5,72 C
30 s, 3k 40 NPEFR, PCR R IZITE R G, R M
Roche ¢4 73 #r £ £L S B2 89 Ce A, DL KA
C-TBPI 33k N Z M, i1 5 CXCLIO %: [H 1
CXCR3BEEA I AHXS ik i, qPCR 5[ WL 1,

R1iARARA qPCR 514

Table 1 gPCR primer sequences for clinical samples

Gene Primer sequence Size/bp

F: 5'- GTACGCTGTACCTGCATCAGCATTAG-3’

CXCLIO 189
R: 5'-CTGGATTCAGACATCTCTTCTCACCC-3’
F: 5'-ATCACGCAGAAGAATGCGAG-3’

CXCR3B 265
R: 5'-TCGGCGTCATTTAGCACTTG-3’
F: 5'-TTCACCGTCAAGCAGATGAGAC-3’

C-TBP1 156
R: 5'-CTGGCTAAAGCTGAAGGGTTCC-3’

F, forward primer; R, reverse primer.
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i i} SPSS 22.0 & GraphPad Prism 5 #{4uE47
it er ot IESTHRBURER 8L « drif 22 b
FaAR , H R O ORI ¢ A, A e BRI AR
BCXT ¢ K56, AH M2 B T Pearson A5G ; JEIE ST
BRI BOF B U8 L M(Pys , Prs) IR,
HrpEE TR T Wilcoxon F X A6: 4, A Fe Xt %6k
%l Mann-Whitney U %56 , #5143 #71 F] Spearman
Bt 5o i ] Kaplan-Meier 3% 247 4E 77 23 T, Log-
rank F 5 T LU A M A fE 25 7. r=0.3 BIIA Ry
HAMKNE, 25 A R A Bonferroni %) P {H
HATIGE , P <0.05 RIGACH 22 5 HAA G it o

2 HR

2.1 TCGA %4 v CXCLIO 1 CXCR3
HCC #EAS 38 M)
FHEZ CXCLIO K H3Z 4k CXCR3 3:H7E HCC
HAPRYRIEN O, FATE S50 B TCGA Bl g v
370 f4i] HCC 4141 50 {3l 9 55 41 23 b i B IR 3258
5L 8 HCC 81 CXCLIO R 3Rk 7KV i

B N AE

FE TG HL(P <0.001, 8 1A) . 7E TCGA %L
?EE?'? A 50 7] HCC SR Rl HCC FIEC X 9 55

HEA R FE RS , 73T CXCLI0 R AE R R HCC K
”"%éﬂ Uy 3k, 45 1 7R 50 4] HCC ZH 4]
CXCLI0 P 9 32 38 /K1 Wk 25 1w 1 TC 0 s 5% 2H 41
(P=0.018,K 1B), #—#k A Kaplan-Meier 343
Br'Y CXCLIO A K3k /KF- 5 HCC B35 WS 1 AH
KA BERBR 5 CXCLIO BEIRFR A (n =185) 1Y
HCC B35 HH L, CXCLIO B H & 3R ik (n = 185) 1y
HCC 8 5 48 SUAEAF 2T  (H2E R BG4 8
X (P=0.107,K 1C),

FATR A FAE 0 T 43 A 1 TCGA Hdli e
HCC 21 rp CXCR3 B:H R 3k , 45 4B 370 11
HCC ZH4Hh CXCR3 BRI B .35 T 50 il
S (P <0.001, [ 1D) , H CXCR3 JEL K AE 50 i
Xt HCC ZH AR i3I8 0 . 2 i T 55 4181 (P =
0.037,F 1E) , Kaplan-Meier 43 #4552 CXCR3
B EFRIR (n = 185) (1) HCC B35 5 4 MR A A7
WEET CXCR3 RFKFEiE(n=185) ) HCC £H
(P=0.004, 1F),

A P<0.001 B P=0.018 ¢
= 10 i = 10 100 == Low level
z ; : z : _ =~ High level
= " = £ 80
E 5 E 5 o g ; 60
e 4. e i 1. = 2
B b g
2 < 5 S 20
o -5 “ 5 0 1 L L 1 1
Tumor Non-tumor Tumor Non-tumor 0 1 2 3 4 5
Group Group Survival time/years
D P<0.001 E P=0.037 F - Tow level
S |
< 5 - = 10 100 - High level
z z =
” = 2%
E 0 E 5 % 60
g g =
2 s 30 o
;? = S 20
=-10 © s 0 e
Tumor Non-tumor Tumor Non-tumor 0 1 2 3 4 5
Group Group Survival time/years

A, the expression of CXCLIO in nonpaired HCC tumor tissues (n =370) and non-tumor tissues (n =50) ; B, the expression of CXCLI0 in paired HCC
tumor tissues and non-tumor tissues (n =50) ; C, the prognostic of CXCLI0 in HCC patients; D, the expression of CXCR3 in nonpaired HCC tumor tis-

sues (n =370) and non-tumor tissues (n=50); E,
prognostic of CXCR3 in HCC patients. Results were showed as x +s.

the expression of CXCR3 in paired HCC tumor tissues and non-tumor tissues (n =50); F, the

BEl1 TCGA %l HCC S¥55 24141 CXCLIO JERFI CXCR3 F I 1y 33k KIS 44
Figure 1 Expression and prognostic of CXCLI0O and CXCR3 in HCC tumor tissues and non-tumor tissues in TCGA database

2.2 LCI ¥4 )% o CXCLIO F1 CXCR3 3[R 1E HCC
FEA T 3R3E K TG

FATHE— 25307 T LCI Bl rp CXCLIO

%u CXCR3 LR 7E & JHFAH O¢ HCC HEA H () R IA 1H

L, 25 3R HCC 14U CXCLIO P 3Rk 7K i

EZETHSHL (P =0.009, K 2A) ., Kaplan-Meier

ST EE R BN, CXCLIO BEH 54635 (n = 102) HCC
BEN S FREAEAAR B E RS T CXCLIO BERKER
W (n=102)HCC % (P =0.002 [ 2B) ,{ACXCR3
JENE HCC P A8 B 5 IR T 55 4181 (P =
0.003, 2C) ., Kaplan-Meier 3t %5 3R i~ , CXCR3
BN R RIE (n = 102) HCC BE W S 4 MR R
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T CXCR3 J:PHAL 35 (n = 102) HCC ¥ (P =

P=0.009

A g5y C t
3
s
< 10}
Z
a1
&
(= B3 e
; 5k ‘llg--ﬂ;-::'
>

0

Tumor Non-tumor
Group

C ) P=0.003 )

151 ! H
3 .
E : :
<« 10f I
z *000®
Dé o1
@ :o.. ..uuo
% 5| bR s

0

Tumor Non-tumor

Group

0.014,K 2D),

B 100
_ 80F
g "
Z 60
TE 40k P=0.002
© 0l =d— Low level
—i— High level
0 1 1 1 1 1
0 1 2 3 4 5
Survival time/years
D
100
_ 80F
Z o L
£ 60f
7] TR
—;: 40 P=0.014
e
e 0l —— Low level
—L— High level
0 1 1 1 1 1
0 1 2 3 4 5

Survival time/years

A, the expression of CXCLI0 in HCC tumor tissues and non-tumor tissues (n =204 ) ; B, the prognostic of CXCLI0 in HCC patients (n =204) ; C, the
expression of CXCR3 in HCC tumor tissues and non-tumor tissues (n =204); D, the prognostic of CXCR3 in HCC patients (n =204 ). Results were

showed as x 5.

B2 LCIEJEPE HCC Simss 4 h CXCLIO BER 1 CXCR3 BL R 355 KBS

i

Figure 2 The expression and prognostic of CXCLIO and CXCR3 in HCC tumor tissues and non-tumor tissues in LCI database

2.3  qPCR 7 # il HCC #E A tf CXCLIO Fi
CXCR3FEH B3Rk

9 T HGUE TCGA i LCT 34 ry 45 3, A TR

F qPCR J5 kil 1 45 5] £ HAH 3¢ HCC H1CXCLIO

F CXCR3 FEPH M RIK A, FF LA 8 Bl IE & I H 23U

St BR, 45 SR R CXCLIO 3R A7E £ A5 HCC i

Boxdie o5 2V ) RB B B E & T IEF AL

A : P=0.010 :
P=1.000
P<0.001
o
i 6F hid "
£ 3t s
5%
g 3r 4 n
<
= [
(ot
=] "
S 21
— 34
U .
> o "y
) ————
v 1F
=
= [N Y14 H o3
= LM [
L T IS []
o L] (1] [ 1]
0 ®egieea® H b s
Tumor Non-tumor Normal
Group

A, mRNA expression of CXCLI0 in HCC (n =45), non-tumor (n =45) and nomal (n=8) tissues;
non-tumor (n =45) and normal (n =8) tissues. Results were showed as M (P,s,P;5).

45),

Relative CXCR3 mRNA expression

(P=0.010,P <0.001) ,{8 CXCLIO 3£ [F % ik /K F
E HCC X mos HAh mEZ R LRIt B X
(P=1.000, & 3A) ., [F#E, CXCR3 3 [H £ HCC FiI
T X 9 55 4L 2 B A 2 3R /KO S 3 o T IE IR
(P=0.004,P <0.001) ,{HH+E HCC 811323k
KOS 5 AL U 22 5 g it 2+ B L (P =
0.374,K 3B) .

B : P=0.004 :
P=0.374
P<0.001
0.151 .
0.05L : :
0.05
0.04 :
. *
0.03 : R
0.02 F . o0
% 0 olee .
0.01 F =<5 Jeee
= el e
0 2L00 1
Tumor Non-tumor Normal
Group

B, mRNA expression of CXCR3 in HCC (n =

B3 qPCR J7iAaill 45 Bl L iFAHSE HCC #EA CXCLIO il CXCR3 FEH Rk
Figure 3 mRNA expression of CXCLI0 and CXCR3 of 45 HCC clinical samples with HBV infection background detected by qPCR
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2.4 CXCLIO 5 CXCR3 F:H kK18 HCC Fljg

HA ok A TCCA % i J# 1) CXCLIO 3k N 5

SHA LU AR G CXCRS%IE’J%%J_7J<¥IQEEE%E7FH9§ {HAE LCI
AT —2L 23 7ok B TCGA (LCT Bdlg e DL Bl e DA K 3R AT B i PR A A v o UL B 8 AH G 1
R BATRE I ) i PRAE A Hh CXCLIO B 5 CXCR3 (B 4A), X — IR [ A 7E T 9 55 4 41
FEPR FRBIKP-RYARSCHE 45 R N1 4 Birzs 1 HCC (B14B),
A In TCGA database In LCI database In clinical samples
r=0.584 P<0.001 r=0.201 P=0.004 £ r=0.187 P=0.036
S 6T £ 0.15r
E E :
< <
. = of = st Z 010f
5 Z z ) =
E ~ = o' E
Z E g : cn
£ 2 st - < 4t = 005,
< o <
& & < y oo ° .
~10 . . . . 3 . . ) % LA . . . )
-4 0 4 8 12 0 4 8 12 E 0 2 4 6 8 10
CXCL10 mRNA level CXCL10 mRNA level Relative CXCL10 mRNA expression
In TCGA database In LCI database In clinical samples
B r=0.776 P<0.001 r=0.006 P=0.929 E r=0.167 P=0.27
4r Tr £ 0.08f
E T z
s 2 £ 6f = 006}
£ = Or =< Z
= Z Z. [t
Z ‘:é ‘:é 5t E 0.04 }°
£ o o} < = .
= o0,
=g < 4+ Boonny ]
< o e a~‘.¢ * .
-8 1 1 | 3 1 1 ] ) e 1 L L 1 |
-2 2 6 10 0 4 8 12 E 0 2 4 6
CXCL10 mRNA level CXCL10 mRNA level Relative CXCL10 mRNA expression

A, correlation between the expression level of CXCLIO and CXCR3 in tumor tissues in TCGA datebase, LCI database and clinical samples; B, correla-
tion between the expression level of CXCLI0 and CXCR3 in non-tumor tissues in TCGA datebase, LCI database and clinical samples.

B4 CXCLIO 5 CXCR3 JE[RFk/KF7E HCC FE 55 21 B A DL 34

Figure 4 Correlation between the expression level of CXCLIO and CXCR3 in tumor and non-tumor tissues

3 it

VR A 98 240 J ot A A A7 1) 37 HEPW%&PF
TR SO R A0 0 2R K R RS R TS Iﬁtb}%
G IR TP 1 A B DI TT A g 1 L0 12 W A
TBITIRAEHIRE o B LR M 2 R 2 o] AR ELA
FH R MR8 AR B8 (%) SRR BT, 7 I 4 e 44 L 1
FH 55 05 20 L S T 0 440 i D R o A5y T HE A
Mo CAHMFRFERY], CXCLIO K ] 38 3o 48 52 3R ik
CXCR3 JEAM) T 4 i B i i SR/ B W 40 i A 3
SKARAIRAE , 2 5 22 Fh S8 VR 5 F0 Mg 19 & A
5% &7, CXCL10/CXCR3 15 8 4% . 3L 8 . i )i
MZ R REAA T R ERE, B S LR
Wk e s Y4 57 {H CXCL10/CXCR3 7 HCC
Hh T8 S A TG DA

CXCLIO FE[R 2ty iU AT 4E 40 i . N B 40 i AT
SETARAE AL AN A 2 R A M8 . FEAE AL T
FAAMET , CXCLIO B R R AR FR 58, (HAE R AE 240 il

B FH% T CXCLIO 3 %35 ., CXCLIO A
(%5 F 8l IFN-y i S, H R Z/ER AL T 3
LA A A . B SR % 0 200 380 3k R R AL, K
FEPLR G E R o CXCLIO 3 PR A 2 — Fof i 457 900 71
P, AT 48 SEHTIMR T obk B2 40 B, & #4085 16 i e i
SRRV, (FLI I8 0 P 1y [ 430 CXCLIO {55t g
IR 2 G S B I A SRR EE RS . Ren 21
ISR &, HCC 214U CXCLIO JER Rk i, B
CXCLIO B3k 5 HOC B 1Y MR EfF R
FAG (H LA BF 5 Fe W37 HCC A 41 CXCLIO
FEHFIERKES Thl (CD8 ™ T 4 fd 1l H 4K A ke
T 209 3= 118 2 1EAH G, 4278 #E BE 26 HCC 4 b
CXCLIO FEPH RT R 21 ook 38 5 B i 98 e 2 190+ e 9
(AR K, NI AT HCC BTG . o~ T
— LIS CXCLIO 3 H i Fe kK5 (B 5 T
JEM K&, AT/ Hr T TCGA Fl LCI %5 4fg F
CXCLIOR:H M RSB B A EEBENXR. 5
Ren 2550 ) % 1 — 30, AW 55 45 5 5.8 CXCLIO 3
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