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[ Abstract] Objective
and liver histological steatosis in patients with chronic hepatitis C ( CHC). Methods

To investigate the relationship among plasma lipid level, antiviral response
Fluorescent
quantitative polymerase chain reaction (FQ-PCR) was applied to detect the levels of serum HCV RNA in 51
patients with chronic hepatitis C. The levels of plasma TG and CHO were measured by biochemical
instrument. Liver biopsy was performed in 51 patients and histopathological changes were observed by HE
staining under light microscope. Results There were 18 cases among 51 CHC patients had liver steatosis.
There were significant difference in sustained virological response (SVR) rate and levels of serum HCV RNA
between CHC patients with liver steatosis and no liver steatosis which were higher in the former patients than
the latter (P <0.05). The levels of plasma TG in SVR group were lower than that of no response (NR)
group (P < 0.05). Conclusions The level of plasma TG and liver steatosis were probably related to SVR
rate in patients with CHC.
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