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EEZBFREEFAELR CXCR3 K EHAR IP 10 RIZESHFHERERE F4ELR
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(HZE] HmY i CXC B F 3 (CXC chemokine receptor 3, CXCR3) K FL{A T K-y #5348 11-10 (inducing
protein-10, TP 10) 7E48 1 £ B 4% ( chronic hepatitis B, CHB) (% JHFZH 2 (9 2235, BT H 5 JHEE SR E B 27 2 AL AR B 114 O¢
Fo Jiik %60 f] CHB B3 K 20 f5ilfilt B T 28 B AT AT RAE 43 (G) REFEAb AT (S) , o G2 DL g h T
KA ; SR L7 5 R T T4 21 CXCR3 (1P 10 25 W3R8 , IF 5 IFIE 480 40 2 S 45 i fb o Wk A7 e it 22 40 i
LEUL 60 i) CHB R 4141 CXCR3(2.55 £0.90) J% IP 10(2.73 £0.76) 35 H B FIE# % B8 41 (0. 70 £0. 57,
0.60 £0.50;P <0.01) . BlE LI INE LT AL FERE YN CXCR3 1P 10 K2 i I (B FE T4 4Efb 404X S1.S2 41
(B4 B2 (P <0.05); CXCR3.IP 10 5 CHB 4 5iE M £ 2 {b A2 B 52 IE A0 3¢ (r 4331 0. 707,0. 788 ,0. 624 ,0. 737,
P<0.01), HJFERAELA(G3 .G4) 16 RIEFRIEAHFIE LT , A FIF£F 4 fb 41 8] CXCR3 1P 10 /K V-2 T AN B, ATdi4
CXCR3 IP 10 /KF- R EAI(r=0.675; P<0.01), &5 JF4141 CXCR3 KRk 1P 10 1952555 15 CHB (B4 JFIE R AE K
L AEALTE (B S RAEFR I SC R # Y]

[x#gim] B CRIFR,; CXC B F 20 3 TR -y i EA-105 R 408 R ik
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CXCR3 and IP 10 expression in patients with chronic hepatitis B and their correla-

tion with degree of liver inflammation and hepatic fibrosis
Yang Hua', Luo Yawen®, Liu Huaqging', Hou Wen', Li Jia® (' Department of Pathology, >Department of Infectious Disease, Affil-
iated Hospital of Zunyi Medical College, Zunyi, Guizhou Province, 563003, China)

[ Abstract | Objective To study expressions of CXC chemokine receptor 3 (CXCR3) and interferon-y
inducing protein-10 (IP 10) in liver tissues of chronic hepatitis B (CHB) patients and to elucidate their corre-
lation with liver inflammation and degree of hepatic fibrosis. Methods  Sixty CHB patients and twenty healthy
volunteers were given liver puncture biopsy. The subjects were classified according to biopsy results of the
degree of inflammation (G) and fibrosis staging (S). Inflammation degree that was more than G2 was identified
as severe inflammation. Protein expressions of CXCR3 and IP 10 were detected by immunohistochemistry, and
their correlation with liver inflammation grade and fibrosis stage was statistically analyzed. Results  Expre-
ssions of CXCR3 (2.55 +£0.90) and IP 10 (2.73 £0.76) in liver tissues of 60 CHB patients were significantly
higher than those of the healthy controls (0.70 +0.57, 0.60 £0.50; P <0.01). As the degree of liver
inflammation and fibrosis aggravated, the levels of CXCR3 and IP 10 increased gradually. In liver fibrosis
group, however, significant difference only existed between group SI and S2 (P <0.05). Expressions of
CXCR3 and IP 10 were positively correlated with degree of inflammation and fibrosis in CHB (r =0. 707,
0.788, 0.624, 0.737, respectively; P <0.01). In severe inflammation groups (G3 and G4) , expressions of
CXCR3 and IP 10 showed no significant difference among varying degrees of hepatic fibrosis. There was a posi-
tive correlation between expression of CXCR3 and IP 10 in liver tissues (r =0.675, P <0.01). Conclusion
CXCR3 and IP 10 play an important role in the course of liver inflammation and fibrosis in CHB patients, but
their correlation with degree of liver inflammation is closer.
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A3 7 A G B I A AR E IO o A AR Y IF S
K CXC #E 1A T 3 (CXC chemokine receptor 3,
CXCR3) M L f& T #t F-v 5 % & [1-10 (inducing
protein-10, TP 10) B HAF Fl 5 Z R A 527,
H FTTAR SR C B9 15 1Y S I 8 e 1 g v &
KT ( chronic hepatitis B, CHB) AT 4¢ i #5145 19 3
LA JHF R JRa 70 52 0 LA VA E28 00 i 45 32 40 Oy 32 1) i 3
FRAE o I Ao 2H 28 G e 2 Ak e €8 I S B Ry 3o 72 ) L.
VR , A 78 i g 12U F A I CXCR3 K&
BifA IP 10 78 CHB SBE A4 338, BT P4 4!
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1.1 XA

I2EPLA TP 10 HUsgREdTiR /NRPLA CXCR3 FRTLREHTIA
W H 2 E R&D 23wl (ARIE A A R AL L IP 10 (1 T/ vk B
1:20,CXCR3 {9 TAEW B 1: 2005 =25 ki1l F il &l B b
EHREAYE AR AR, i RO & B R AR E A
)3 DAB B & W B AR A A R o
1.2 HRxt%

S 2F BERE B2 e 2008 47 1 J] 28 2010 4 10 H MR
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SAIRRIES IR 2000 4F 9 HAETTHICREEIERT R BA 2 .
1.4 S%FZEUEBAFRE
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PRI (% 200) Hh BHP: 200 A5 oK S (s B 0y 4 4R G 0 45,
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53,26% ~T5% K2 45, >T5% 93 7o ARl 3 4
1 ITURR G 43 R 2 B 5 B A G AT I T BT 49, 4n 3 A A
W [] —HR A= 5 (258 38 25 4[] U A9 AR 98 X 42
1.5 “%itsiE

K H SPSS 15.0 Geit# i Bl L x s RoR TR R
TrZAHTRL ¢ K3, A e 43 B R Pearson AH G 4HT o

2 HR

2.1 MMEFHMASZREFLER
60 | CHB f5 4 28 | SR AE /3 G (G) M £F i fb 433 (S) &5

BRI Lo ¥ G2 LI by RAEA: Mo G382 7 fi]
(11.7% ) ,G3S3 13 1 (21.7% ) ,G4S3 2 ] (3.3% ) ,G4$4 6 fi
(10.0% ) o BT MEEIRAERL I T VA X RAE 2 BEILAS XA Bl
RFNE AL DX [ R AN R B, /i H B A AE 1 TG 2 i R
FEENEE I ARIRIE Wr IR IO ; - AL FE M TC T A e
JFELTAEAL N 2T 4E R A, ) T A — s P RE AL R B (18T 1) o
F1 60l CHB BEFFRIA[KENSRRFELSPLER
L4

RIS ait
S0 S1 S2 S3 S4
GO 0 0 0 0 0 0
Gl 10 4 0 0 0 14
G2 3 9 6 0 0 18
G3 0 0 7 13 0 20
G4 0 0 0 2 6 8
it 13 13 13 15 6 60

A
A:G2S1;B:G4S83
B 1 FFRARRESZMTELSBRA  (HE x100)

2.2 FFMEFE R4A22 CXCR3.IP 10 &k

60 {51 CHB i 2 JHZE fl ZH 21 i Bl 5] CXCR3 K 1P 10 (19
Fik W BEETIE®XTIRY[ (2.55 £0.90) »s(0.70 £0.57)
F1(2.73 £0.76) vs (0.60 £0.50) ,P <0.001 ] ; H i JFF I 48 5
S A AR BE R I B A28 B, WLER 2.3, TP 10 AKP-FE
IR RAES3 RA R A AT 25 22 5 (P <0.05) ,CXCR3 7k
Bk G1.G2 [al4h, HoRr A F) 2= B3 B E M (P <0.05) ;1P 10,
CXCR3 /KA 27 2 Ak 43 B4 18] L 54X S1.S2 [H) 22 5+ &
FEME(P<0.05) , HBEERAH(G3.64) : 7E G3S2 5 G383 [H] [
G483 5 G4$4 5] CXCR3 \IP 10 /KL o B B = (P >
0.05) .

TP 10 (%) BAPE S g A T JFF 200 i BRI 2 4 5% PN R 2
MM Kupffer 2} F220 1Y 58 2, 75 10 3 6 B2 2 ep 2 55 BA P
Fik 7€ CHB JIFZLZUAR [ 90 3 G R EF 446 53 11 v (1 6 35 I
[&] 2 ; CXCR3 ¥ PR S by AV T4 DX B/ IN I A 1) 9 28 400 L L
YT, 78 1 5 X B 4 25 b oy B PR A0 &2 55 BH M, CXCR3 7E
CHB JIF L ZUR IR JERE 73 B AN A A4k o B R 9 23R LK 3

F2 AERAESR CHB £H CXCR3 IP 10 K FEEEB (v +5)

RAETH n P 10 CXCR3
Gl 14 1.96 +0.13 1.89 +0.48
G2 18 2.41 £0.54° 2.02+0.55
G3 20 3.15+0.58P 3.00 £0.72>
G4 8 3.75 £0.37¢ 3.75 £0.70¢
F 31.57 22.68
P <0.01 <0.01

a:P<0.05,%5 Gl 1i;b: P<0.01,5 G2 tbi;c: P <0.05,
d: P<0.01,5 G3 rtig
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®3 TREFHNLSE CHB BE CXCR3 . IP 10 KF LB (5 +5)

B n P 10 CXCR3
S0 13 2.03+0.32 1.73£0.59
Sl 13 2.26 £0.52 1.96 +0.43
2 13 2.92 £0.49% 2.84 +£0.55°
S3 15 3.26 £0.70 2.80 +0.86
4 6 3.66 0. 40 3.33 +0.81
FA& 17.17 10.54
P{i <0.01 <0.01

a:P<0.05,%5 SI b
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3 itig
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