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[ Abstract] Objective To investigate the expression and clinical significance of serum interferon-
stimulated gene 20kDa protein (ISG20) of patients with hepatitis B virus infection. Methods Total of 67
patients with chronic hepatitis B (CHB group), 58 patients with liver cirrhosis (LC group), 54 patients with
liver cancer (HCC group) and 47 healthy controls were selected in Hanzhong Central Hospital from March
2017 to June 2018. Serum ISG20 protein levels were detected by enzyme-linked immunosorbent assay. The
difference of serum ISG levels in different groups were compared. The serum ISG20 level and age, gender,
count of red blood cell, count of white blood cell, platelet count and aspartate aminotransferase, alanine
aminotransferase, total bilirubin (TBil), direct bilirubin (DBil), albumin, prothrombin, alpha-fetoprotein
(AFP) and HBV DNA load of different groups were analyzed by Spearman’s correlation analysis. Results
The serum ISG20 level in control group was 9.4 (0.82-25.72) ng/ml, which was significantly lower than
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that of the CHB group [18.6 (1.87-56.32) ng/ml; Z =—1.567, P = 0.034] and the HCC group [28.2 (3.09-
81.42) ng/ml, Z=—1.854, P = 0.021]. The serum ISG-20 level in HCC group was significantly higher than
that of CHB group (Z=—1.431, P=0.041) and LC group [12.9 (2.81-77.54 ) ng/ml; Z=—1.987, P = 0.029).
There was significant difference of serum ISG20 level between patients with different Child-Pugh grades in
HCC group (H = 6.976, P =0.031). Serum ISG20 levels of patients in HCC group were positively correlated
with AST (»=0.323, P < 0.001), ALT (r = 0.248, P = 0.036), TBil (» = 0.221, P = 0.031), DBil (» = 0.215,
P =0.043) and AFP (r = 0.176, P = 0.044); but negatively correlated with albumin (» =—0.239, P = 0.019).
Conclusions Serum ISG20 levels were elevated in patients with HBV infection, especially in patients with

HCC caused by HBV infection. Serum ISG20 levels had a certain correlation with progression and clinical
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parameters of HBV infection diseases.

[ Key words] Interferon-stimulated gene 20 kDa protein; Hepatitis B virus; Chronic hepatitis B; Liver

fibrosis; Hepatocellular carcinoma
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FIRF4RMISE (hepatocellular carcinoma, HCC) Z5fT
Wi TEE RN R A R 4r, BRI HBY
SR AT ST AET- 2088 75 N . HB VIS0 ML
5995 7 BLEAE F) BHUAR S e BN AT 5% . HBV
TG AH ¢ JH 0 2 JE 02 5 25 55 1 2 I BEAH ELAE
45 R . HBVIEGL 15 S5 MU MUAA DR G B i R
REERG, mAERKERARET, WTHHEY. +
PR S S Sl R S S PUR R R A
A, TSR R R . TR 320 kDa
# A (interferon-stimulated gene 20 kDa protein,
1SG20) & —Fh il FH R FE T A FIRNASY
T T 509 5 2 1 AR RS . W TR
ISG207E (SN Al i R 4 585 . HBV., P IT
R LR B HT . (HISG207E R [F 2
T JFH 53 TR IS G207 1 K Hf g i oA 2 g )
SN 1 AN TE A o ASHT FEARL I AN [F] S U HB VG4 i
3 B MLAEISG203 1A A4k, PRl L 75 1S G20
FIEAKPHIEIRE S AW FEISG204THBV E0p Al
i, TFAR AISG20 8 ¥EAR HIHTHBY 2454 59 7€ L4l -

RSk

—. — Bk

HH20174E3 H £20184E6 A B A T 0 £ B¢
WA FTHBVR G # 17941 . g NFrifE: HBVIR YL
LW S IR20154E (182 MAT R BRTER) ¥ K
Bt F IR A FTHBVAE 1597 MR ¥ Child-
Pughi¥- 4> R kAT HFAEAL 432K i3 2212 Wi

FEHBV R AR EY). HBV DNA# & I 25
brs HE R E R BN HA R AL R

HeBpArdE: S IFHCV. HIV S HAths 5 ik & 4y
sy BAWRERR. SEEE. B8 REdL
fh PR 2 FEUG T DhRE o s R E O il B
TR R PRE IR IR ) i 0 I S5 A R
-

179BIHBV &G 13651, it43f,
W%19~87%, FHFER N (533 £31.6) ¥, EHFH
AT (i B AS B VR X IR, o B 314, L
PE166], FU23~T7%, PR (555 +26.5)
% . HBVEGH AN IRAFER (Z=—1.098, P =
0.332) AR (F=1.938. P=0.164) ZRHTG
THEE N, BATH. Fra i st R E ms
Cl=SEHE

O 1 W v~

1. HBV/& e . K 179BHBVIEK L2 73
B PERF &40 (CHBAH. 6761 . FAE{LZH (LC
. 58 FATREELL (HCCHL. 54%1) . CHB4L
N AR NHBV B G 5 HBs A g FH 1 #5452 #1164
H. HBV DNAPH:, WEERZ LM (alanine
amino transferase, ALT) 4ol & Ttm, HHA
2 ERFIE R MERAT . LCYLE UNTE M 2 BT 95 9%
5, HBsAgMIHBV DNARHYE, HEARKMK. HA
R E BEESRE, SRR AR R4
PR, TIEfbks I, EOK, AR AR fEEIR
B AR AL AR N R e TR N AR HE 18
PEZ R 95 52, HBsAgFIHBV DNAXFHME, H
i A (alpha-fetoprotein, AFP) = 400 pg/L, fF
TR 5 AL AR, FFAMNE R AL .

2. GERMCEE . AR FURA MG TEA TN



312 rRAHESEIGRIG FR IEGe 24 B (FR TR) 2019468 H 5133 %5438 Chin J Exp Clin Infect Dis (Electronic Edition), August 2019, Vol.13, No.4

BEFERT RN 5, o SLEE G Ol AR @ R ge Rl
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XTHEZH IMIBISG20/KF- 494 (0.82~25.72) ng/ml,
B FH(C T CHB4[18.6 (1.87~56.32) ng/ml, Z =
—1.567. P=0034]fHCCA[282 (3.09~81.42) ng/ml,
Z=—1.854, P =0.021]. HCC# M iBFISG20/KF

=1 BTN R IR R bR

SH CHB# (671> LCA (58f) HCC4 (544> SHRAL 4761 it Pl
R () 52 (19~87) 54 (26~81) 57 (21~80) 55 (25~75) H=1212 0.069
R (B, B 53/14 43/15 40/14 31/16 7 =2.480 0.479
RBC" (x 10"/L) 48 (2.7~6.2) 4.6 (2.5~5.6) 4.6 (3.4~6.6) 3.6 (23~52) H=16.569 0.001
WBC* (x 10”/L) 7.7 (44~13.9) 6.0 (2.4~16.4) 6.7 (3.4~12.5) 5.7 (44~95) H=16.621 0.001
PLT* (x 10°/L) 201 (62~398) 91 (22~328) 145 (102~348) 135 (120~284) H=14542 0.002
AST' (IU/L) 68 (12~1754) 78 (18~1241) 55 (15~9581) 23 (10~37) H=14.923 0.002
ALT* (IU/L) 76 (19~1849) 54 (9~689) 40 (12~298) 25 (11~35) H=17.987 0.001
TBil' (pmol/L) 0.93 (0.41~26.4) 1.49 (0.49~29.3) 0.91 (0.55~7.81> 12.01 (3.65~16.01) H=24321 < 0.001
DBil* (pmol/L) 0.33 (0.05~17.4)  0.598 (0.01~12.4) 0.29 (0.04~4.68)  2.32 (0.04~5.48)  H=23238 < 0.001
HEH" (gL 42 (28~69) 31 (17~48) 39 (29~49) 43 (39~49) H=21211 < 0.001
BB (%) 93 (41~259) 57 (11~125) 74 (54~1539) 84 (76~98) H=19.912 < 0.001
AFP* (ng/ml) 5 (4~139) 7 (1~229) 64 (1~304) 5 (1~6) H=26431 < 0.001
HBV DNA" (log,,#% Jl/mD) 6.1 (23~10.4) 5.1 (2.0~8.6) 4.4 (2.0~8.5) — H=13.103 0.002
HBeAg (+/—, 14/53 0/58 0/54 — — —
Child-Pugh% 2% [B1 (%) ] 7=17238 0.027

A — 25 (43.1) 36 (66.7) —

B — 19 (32.8) 13 (24.1) —

C 14 (24.1) 5(9.3) —

e N BRI R TR R (DU BD [M (P25, P75) 1; RBC: ZL4HJ; WBC: H4iffl; PLT: IMi/MR; AST:
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BEETCHBY] (Z= —1.431, P=0.041) FILC
[12.9 (2.81~77.54) ng/ml, Z=—1987, P =
0.029], ZERIF =N, WkK2.

= AN[FChild-Pugh4y 2% & # MiEISG207K

HCCZ AN[FEChild-Pugh 4y 2% B & il &
ISG207K 12 7 A 4i it % & X [Child-Pugh A:
225 (302~8062) ngml, B: 394 (954~7465) ng/ml,
C: 65.7 (54.43~79.65) ng/ml; H = 6.976.
P =0.031]. LCAHANEChild-Pugh’y2 i34 1f1351SG20
IKFZERTG T #E LA 743 (287~34.65) ng/ml,
B: 13.23 (5.34~77.48) ng/ml, C: 22.32 (6.46~
4945) ng/ml; H=5917. P=0.052], W.%3.
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+* 2 AT R IMTE 1SG20 /K

A5 #il% 1f%1SG20 (ng/ml)
X HEAH. 47 9.4 (0.82~25.72)
CHB# 67 18.6 (1.87~56.32)
LCAH 58 12.9 (2.81~77.54
HCCZH 54 282 (3.09~81.42)
HiH 46.900

PlE < 0.001

VE: XTHEZH vs. CHB 4: Z=—1.567. P=0.034; X{M&4H vs. HCC
. Z=—1854, P=0.021; HCC #i vs. CHB #4l: Z=—1431, P=0.041;
HCC #H vs. LC #H: Z =—1.987. P=0.029

BEAME (PH< 0.05) . LCALMLIHEISG20/KF 5
AFP/KFEIEME (r=0231, P=0.035) . HCC
H MIBEISG20/KF 5AST. ALT. TBil . DBIl.
AFP/KF R IEMX (PH< 0.05) , 5AHEAKF
BEAHAEE (r=—0.135. P=0.041) , W%4.

1
FIMHEFFRRELRILEA (interferon-stimulated

gene, ISG) RHTIMEKIFF AN — LYK E
H. FIRAKITIERSE TINS5 kDatkH (ISG15)

%% 3 HCC 4.1 LC A Child-Pugh 43 2% H34 135 1SG20

K
2050 1% MIEISG20
HCCZ
Child-Pugh%} %A 36 22.5 (3.02~80.62)
Child-Pugh/} 4B 13 39.4 (9.54~74.65)
Child-Pugh/}£C 5 65.7 (54.43~79.65)
HI 6.976
P8 0.031
Lc4l
Child-Pugh%> 4 A 25 7.43 (2.87~34.65)
Child-Pugh%+4%B 19 13.23 (5.34~77.48)
Child-Pugh%+44C 14 2232 (6.46~49.45)
Hif 5.917
PlE 0.052

VE: KH Kruskal-Wallis £ %;

& 4 i 1SG20 /K15 B TUXT R lw PRI FRAH AL 73 Hr

EzLa

XREZE (179451

CHBZ (674

LC4H (585

HCCH (544i)

ril PE il PiE rll PfH il PfE
R 0.098 1.018 0.123 0.132 0.065 0.104 0.099 0.095
sl —0.543 1.121 —0.123 0.106 —0.054 0.212 —0.137 0.221
RBC 0.076 0.762 0.038 0.334 0.028 0.437 0.049 0.109
WBC 0.068 0.987 0.056 0.216 0.023 0.541 0.106 0.211
PLT 0.046 0.476 0.087 0.263 0.091 0.318 0.141 0.165
AST 0.036 0.871 0.101 0.265 0.122 0.102 0.323 < 0.001
ALT 0.021 0.895 0.112 0.163 0.088 0.096 0.248 0.036
TBil 0.033 0.781 0.143 0.212 0.129 0.062 0.221 0.031
DBil 0.015 0.765 0.034 0.346 0.115 0.055 0.215 0.043
HiEH 0.097 0.912 —0.135 0.041 —0.015 0.121 —0.239 0.019
5 10 185 iR 0.195 0.765 —0.201 0.042 —0.176 0.147 0.123 0.132
AFP 0.081 0.913 0.076 0.054 0.231 0.035 0.176 0.044
HBV DNA — — —0.082 0.254 —0.187 0.524 —0.134 0.353

VE: Giit2E AR Spearman A1SGPESSHT. RBC: ZL40fit%; WBC: H4ifuit$; PLT: M/t AST: RITXAMREILHEAY,

ALT: WERALL B/ TBil: SHLE;

DBil: BE#HZIE; AFP: HREA
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