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Abstract

Non-alcoholic steatohepatitis (NASH), characterized
by liver fatty infiltration, inflammation,
hepatocellular injury and fibrosis, may easily
develop into liver cirrhosis and hepatocellular
carcinoma. The increased flow of FFAs (free fatty
acids) to the liver and the de novo lipogenesis in
the liver lead to fat overload. Lipotoxicity can
induce oxidative stress, inflammatory reaction
and apoptosis. Subsequently chronic liver injury
activates a fibrogenic response that accelerates
the evolution of NASH towards end-stage liver
disease. Further research on pathophysiology and
molecular biology is beneficial to clinical diagnosis
and management of NASH.
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