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Nonalcoholic steatohepatitis (NASH) is the more severe form of nonalcoholic
fatty liver disease (NAFLD). NASH is pathologically characterized by fat accumulation, inflammation
and fibrosis in liver. Metabolic factors such as obesity, insulin resistance, hypertension and
dyslipidemia are involved in the progression in NAFLD. Although Oxidative stress is considered as a
second hit of NASH pathogenesis, its role in progression of NAFLD was unknown. Hepatic lipid
accumulation was reduced in SOD-deficient mice compared to wild type mice. It is suggested that
oxidative stress is involved in NAFLD pathogenesis.
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