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Abstract

Besides liver injury and hepatocellular
carcinoma (HCC), hepatitis C virus (HCV)
infection is also closely related with damages
of extrahepatic tissues. Studies from home
and abroad confirmed that fatty degeneration
had been one of the pathogenic mechanisms
of chronic hepatitis C, which suggested that
chronic hepatitis C was a kind of metabolic
disease. HCV is closely associated with
metabolic syndrome. Fatty degeneration of liver
and insulin resistance may be the central link
in the HCV-induced metabolic syndrome, and
the molecular mechanism is the virus-induced
metabolic disorder of fat in liver. Further study
is need in the future.
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