» 1796 - Krgh B 50K 2019 45 7 A & 16 %% 13 ¥  Lab Med Clin, July 2019, Vol. 16,No. 13

- it = . DOI:10. 3969/j. issn. 1672-9455. 2019. 13. 002
BN E-26 ERHAEEZBEFREEFABRRERGPIOERAAR

¥ O EHE R L, BAAR ,mERY
. HBEEERFF—MWEERAER LB R, R 400038;
2.HEREERFAE LA FHAME, TR 400038

O E.HH Kite@wmrhZAL)-26 5 AR KmF(HBV) B LR K EMF SR EG 4 X,
Fik @I 210 #1124 HBV Bk HEMEAFRA, L P RETRAFX(CHB) & ¢ FE 499 #)) .CHB £ F 4 (63
1) ERAF KL (48 4)) 5 7 VA 20 Bl R AFEAE A ST IR, R ARMFIEF Rl E R 41 4, A %R F h
7 1L-26 KKK, 047 11-26 B A0 % B F[1L-17 . IL-18.1L-6 Fo iF 55 3R 58 B F-o(TNF-o) ]2 &8 CHB & %
A P R A AR AW 1126 £ CHB B 5 AR PR X AL SIFIE X A F ffbagn X ie, R 1L-
26 £ &% CHB &% ik PR AXKFHARS TAHBA, 2R H LT FEL(P<0.05), A ERIFKAAL
AR 42420 CHB &4 1) 1L-26 K-F £2F A4 FEXL(P>0.05),11L-26 xR EL5 GRS AZE LA R
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Role of IL-26 in promoting hepatocyte inflammation in patients with chronic hepatitis B*
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Abstract: Objective To investigate the correlation between interleukin-26 (I1.-26) and the degree of in-
flammation and fibrosis caused by hepatitis B virus (HBV) infection. Methods A total of 210 patients with
chronic HBV infection were selected as the research objects, including 99 cases of CHB mild to moderate
group,63 cases of CHB severe group,48 cases of severe hepatitis group,and 20 cases of healthy people were
selected as control group. And 41 cases were conducted liver biopsy. The level of 1L-26 in all subjects and its
related factors, namely 11.-17,11.-13,11.-6 and tumor necrosis factor-a (TNFa) ,in serum of patients with CHB
were detected. The level of 1L-26 in liver tissue of patients with CHB and its correlation with hepatic inflam-
mation and fibrosis were detected. Results The expression level of 11.-26 in serum of CHB patients was signif-
icantly higher than that of control group,and the difference was statistically significant (P<C0. 05) , especially
in severe hepatitis group,but there was no significant difference in the level of 11.-26 between CHB patients in
each group (P>>0. 05) ,indicating that there was no significant relationship between the expression intensity of
11.-26 and clinical classification. The expression of 11-26 was correlated with the expression of IL-18 and TNF-
a (P<C0.05),but there was no correlation between I1-26 and the expressions of 1L.-6 and 1L.-17 (P>>0. 05). In
addition, the expression of I1.-26 increased with the high level of transaminase,but the increase of 11.-26 level
was not related to gender and age (P>>0. 05). There was no significant correlation between the expression of
11.-26 and the grade of inflammation activity, but there was a positive correlation between the expression of 11.-
26 and the grade of fibrosis (P<C0. 05). Conclusion I1.-26 is over-expressed in serum of chronic HBV infec-
tion patients. The expression intensity of I11.-26 in liver tissue increases with the increase of fibrosis stages. IL.-

26 may play a role in promoting inflammation and liver fibrosis caused by HBV infection.
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1.1 — %R 210 fi18PE HBV B 5 ¥k A
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AF I R R B L3R 1. W 52 a3 v 56 B U 2 3l
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&1 CHBREMXRAIKEM LS

a5 , B4 R AR ALT TBIL PT HBV DNA  HBeAg
/n)  EKG)  [M(Py~Pr), %7 [M(Ps~P;),U/L]  [M(Py;~Ps5)umol/L]  [M(Pys~Pr).s]  @+s,U/ml) BHEGY

CHB gL 99 65/34 20 35(17~59) 190(67~581) 35.4(9. 8~89.7) 11.5(8.4~13.4) 3.51X107 56

CHBHEA 63 46/17 10 37(25~69) 692(101~2 019) 115. 3(31. 6~334. 5) 14.9(12.1~16.7) 3.37X10°8 30
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5 SR IF MG (P<<0.05), RSB ER.
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IL-26 & KNAPPE % fii FICKENSCHER
AP DA 2 O v A Al UM I R 2 00 5 (HVS) 5%
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