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Hepatitis C Virus-Related Nephropathy
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The hepatitis C virus general encroaches upon the liver and causing the liver pathological change. Liver
cirrhosis and even hepatocelluar carcinoma can be seen in patient with HCV infection. Except of liver, HCV can
involve other organ and causing many extrahepatic manifestations, nephropathy is one of the most important ex-
trahepatic manifestations that maybe neglected. Most of the HCV-related nephropathy is membranoproliferative
glomerulonephritis, and membranous nephropathy, focal segmental glomerulosclerosis are also reported previ-
ously. Except of symptoms control, anti-HCV therapy, immunosuppressive therapy and plasma-exchange can be
used for treatment of HCV related nephropathy. (J Intern Med Taiwan 2006; 17: 259-263 )
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