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[ Abstract] Objective To investigate the correlation of serum GP73 and cytokines in different
therapeutic groups of patients with chronic hepatitis B before treated with interferon, and to analyze the
role of GP73 in chronic hepatitis B. Methods Total of 113 patients with CHB were enrolled. Serum levels
of GP73, TNF-a, IFN-y, IL-2, IL-10 and IL-12 were detected by enzyme-linked immunosorbent assay
before patients treated with IFN-o antiviral therapy. The correlations between serum GP73 and cytokines
were analyzed by Pearson’s correlations method. Results The concentrations of serum GP73, IL-2, IL-12,
TNF-0 and IFN-y in patients with complete response to IFN treatment were significantly higher than those in
patients with partial response (all P < 0.05). The concentrations of serum IL-2, TNF-a and IFN-y in patients
with non-response to IFN treatment were also significantly higher than those in patients with partial response
(all P <0.05). However, there were no significant differences between patients with complete response and
non-response except for IL-2 and IL-10 (P > 0.05). Moreover, there were significant positive correlations
between serum GP73 and cytokines of TNF-a (» = 0.8045, P < 0.001), IL-2 (» = 0.5693, P < 0.001) and IL-
12 (r=0.499, P = 0.001) in patients with complete response to IFN treatment. And in patients with partial
response, the correlation between serum GP73 and IL-12 (» = 0.4248, P = 0.0107) was significant, however,

the correlation between serum GP73 and the other cytokines were not significant. The level of GP73 and
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cytokines in patients with non-response to IFN treatment were with no correlation. Conclusions GP73 in

patients with CHB may participate in immune regulation.
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