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Changes and clinic correlation of IFN-v,IL-32 and IL-6 levels in peripheral blood of hepatitis B virus carriers”
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Abstract : Objective
ripheral blood and the correlation between peripheral IFN-vy,11.-32,11.-6 and liver function level and hepatitis B virus(HBV) DNA
load in HBV carriers. Methods

surface antigen(HBsAg) carriers,and 50 healthy individuals were collected. Serum levels of IFN-vy,1L-32 and 1L.-6, the amount of

To explore changes of levels of interferon-y(IFN-y) ,interleukin-32(11.-32) and interleukin-6 (IL.-6) in pe-
Sixty HBV carriers,including 39 cases of chronic HBV carriers and 21 cases of inactive hepatitis B
HBV DNA and liver function were detected,and clinical correlations were analysed. Results Compared with the control group,ser-
um levels of IFN-v,1L.-32 and IL.-6 of chronic HBV carriers and inactive HBsAg carriers were significantly increased (P<C0. 05).
Compared with chronic HBV carriers with low amount of HBV DNA loads and high amount of HBV DNA loads,chronic HBV car-
riers with medial HBV DNA loads had higher serum levels of IFN-y,1L.-32 and IL-6, but no statistically significant differences were
observed(P>>0. 05). There was positive correlation between 11.-32 level and ALT level (+=0. 32, P<C0. 05),and negative correla-
tion between 11.-32 level and ALB level(r=—0. 27, P<0. 05). Conclusion
nic HBV infection, the levels of IFN-y,11.-32 and IL.-6 could be used as important indicators to assess the severity of inflammation in
HBYV carriers.
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A% st HBsAg $5H4H 21 250.82+38.64%  961.894-103.52* 50. 18+6. 64*
payiisti) 50 14.4143.71 182.24+72.22  1.6240.63

* L P<C0. 05, 5 X I Al A,

x3 AE HBV DNA 2/ 81E HBV #BHHEMEFKELLE (TLs)

HBV DNA # it n HBV DNA(lg 1U/mL) IFN-y(ng/mL) 11-32(ng/mL) 11.-6 (ng/mL)
e+ 9 7.93-0. 59 196. 62-£48. 67 1 055.49+188. 31 37.8446.42
o T R 10 6.20-£0. 65 279. 98=+66. 34 1 465. 744336, 38 52.28+10.17
% R 20 3.3740.68 199. 8937, 49 1 304. 794290, 12 45.12-+6. 93

2.4 HBV #54& & 4 W3 5 5 40 )% i 240 M - K #9460 56
P34 HBV #5747 34 40 R i 40 e 9 7 1L-32 /K F 5 AST K
SEEIEF G (r=0. 32, P<<0.05), 5 ALB /& ¥ 2 fi 4 %
(r=-—0.27,P<C0.05) , . Ax #H JC B . AH &4 (P>0.05), ML

# 4,

x4 HFWNIME 5 HBV #3% 5E i 28 i B 7k F

HYHE X1 5 4
IFN-y 11-32 16
et 5
r P r P r P

ALT 0.12 0. 38 0.11 0.42 0.10 0. 44
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