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Abstract : Non-alcoholic steatohepatitis (NASH) is a metabolic syndrome hepatopathy and on the basis of hepatic cells steatosis, it fur-

ther induces inflammatory response and hepatic fibrosis. Kupffer cells ( KCs) are hepatic macrophages, which in the development of

NASH secret inflammatory cytokines in the stimulus action of lipid metabolism, endotoxin , oxidative stress and so forth. They can induce

inflammatory response of hepatic cells and injure the liver. This paper reviews in detail how the inflammatory cytokines secreted by KCs

function in NASH pathogenesis.
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