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Abstract

Nonalcoholic fatty liver disease (NAFLD) is a liver damage in which triglyceride accumulates
excessively in hepatocytes without any other liver conditions such as alcoholic liver injury and viral
hepatitis. NAFLD is classified into nonalcoholic fatty liver (NAFL) and nonalcoholic steatohepatitis
(NASH). NAFLD has potential to develop cirrhosis and hepatocellular carcinoma. In NAFLD,
activated hepatic stellate cells produce collagens and play important roles in the progression of
fibrosis. Here, we describe mechanisms of hepatic fibrosis and roles of hepatic stellate cells in
NAFLD.
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