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The Relationship between Chronic Hepatitis C
and Hepatic Steatosis and Insulin Resistance

Yu-Lin Chang
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Patients with chronic hepatitis C may have extrahepatic manifestations. As medicine science improves and
medical service is more available, more diseases are found having relationship to hepatitis C. | reviewed journals
and discussed the relationship and possible mechanisms between hepatitis C and hepatic steatosis, insulin
resistance and type 2 diabetes mellitus. Hepatitis C core protein influences lipid metabolism in liver cell, so lipid
accumulates in liver cell, then causes hepatic steatosis. Treating hepatitis C makes hepatic steatosis recovery.
Patients with chronic hepatitis C often have insulin intolerance and often develop type 2 diabetes mellitus. Chronic
hepatitis C combines with insulin resistance make hepatic cirrhosis worse. Insulin resistance impairs response of
interferon treatment for hepatitis C. To control insulin resistance before or during treatment for hepatitis C with life
modification or using some medicines enhance sustained virological response. Beware the relate diseases when
we care patients with chronic hepatitis C, control them if they develop. (J Intern Med Taiwan 2012; 23: 267-273)



