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Abstract ; Objective
brosis in patients with chronic hepatitis BCCHB). Methods

To investigate the relationship between serum inflammatory markers and liver inflammation grade and fi-
A total of 120 cases of patients with CHB were enrolled in this study
and 100 cases of healthy subjects were selected as controls groups from June 2015 to June 2016. The levels of serum total bilirubin
(TBIL), aspartate aminotransferase C(ALT), monocyte chemoattractant protein-1 (MCP-1), transforming growth factor-g1 ( TGF-
B1) sinterleukin-6 (IL-6) in patients with CHB were measured by immunohistochemistry and histopathological examination. Accord-
ing to the pathological diagnosis of liver tissue,the activity of inflammatory response in patients with CHB was divided into GO—
G4 ,according to the degree of fibrosis, CHB was divided into SO—S4,and the relationship between serum inflammatory markers and
liver inflammation grade and fibrosis of liver tissue was analyzed. Results The levels of TBil., ALT, MCP-1, TGF-1 and IL-6 in
CHB group were higher than those in control group(P<C0. 05). The levels of serum TBiL, ALT,MCP-1, TGF-81 and IL-6 in GO—
G2 group were lower than those in G3—G4 group(P<C0. 05). The levels of serum TBiL,ALT,MCP-1, TGF-81 and IL-6 in the SO
group were lower than those in the S1—S2 group.and thoses marks in the S1—S2 group were lower than those in the S3—S4 group
(P<C0.05). The correlation analysis of Spearman showed that, liver tissue inflammation grade was positively correlated with MCP-
1, TGF-B1 and IL-6(P<C0. 05) , the stage of fibrosis was positively correlated with MCP-1, TGF-81 and IL-6(P<C0. 05). Conclusion
Serum levels of MCP-1,TGF-81 and IL-6 in patients with CHB are closely related to inflammation grade and fibrosis of CHB.
The above indexes can provide a reference for the diagnosis of CHB disease and prognosis.
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