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Investigation of correlation between expression of chemokine MCP-1 and histological
index in the liver biopsies in patients with chronic hepatitis B
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Abstract: Objective To investigate the expression of monocyte chemoattractant protein -1(MCP-1) in serum and liver biopsies
of patients with chronic hepatitis BCCHB). Methods 124 patients with CHB and 20 normal controls were explored. MCP-1 was de-
tected by ELISA,real time PCR and immunologic histochemistry, respectively. The concentrations of MCP-1 in serum were meas-
ured by ELISA. Real-time PCR and immunohistochemistry were applied to detect mRNA and protein expression of MCP-1 in the
liver biopsy,respectively. Results The concentrations of MCP-1 were (157 4+80)ng/L in serum of CHB patients and (265 +44)
ng/L in control groups. There were significantly different between the two groups(z=5. 355, P<C0. 01). There was positive correla-
tions between MCP-1 concentration in serum and grading of inflammation(r=0. 353, P=0.011) ,staging of fibrosis(r=0. 496, P<
0.01) in CHB patients. And positive correlations were also found between mRNA levels of MCP-1 and grading of inflammation(»=
0.465,P<C0.01),staging of fibrosis(r=0.493,P<C0. 01) in liver biopsies of patients with CHB. At the same time positive correla-
tions was observed between immunohistochemistry score and grading of inflammation(»=0. 486, P=0. 001) ,staging of fibrosis(r=
0. 542,P<C0.01). Conclusion Concentrations of MCP-1 are decreased in the sera of CHB patients. Positive correlation lies between
the expression of MCP-1 and histological grading and staging of CHB.
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