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Relationship between serum IL-32 expression and hepatitis C virus load in patients with hepatitis C”
ZHU Lei ,ZHANG Ping’an®

(Department o f Clinical Laboratory sthe People’s Hospital of Wuhan University sWuhan , Hubei 430063 ,China)
Abstract: Objective To study the relationship between serum interleukin 32 (I1.-32) expression and hepatitis C virus (HCV)
load in patients with hepatitis C ,and to explore the role of I1.-32 in the pathogenesis of HCV. Methods The expression level of TL.-
32 in 70 cases of patients with hepatitis C in serum was detected by enzyme-linked immunosorbent assay (ELISA),and the serum
alanine aminotransferase (ALT) and aspartate aminotransferase (AST) were detected. Serum HCV viral load was detected by
Roche fluorescence quantitative PCR system,and the expression levels of 1L-32, ALT and AST were measured in 40 healthy control
subjects. Results The levels of 11.-32, ALT and AST in serum of patients with hepatitis C were significantly higher than those in
healthy control group (P<C0. 01) ,and showed a positive correlation; there was a positive correlation between serum 11.-32 level and
serum HCV load in patients with hepatitis C. Conclusion 11.-32 is closely related to the pathogenesis of hepatitis C,probably be-

cause HCV can promote the synthesis and release of 11.-32.
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