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ABSTRACT: With the improvement of living standards in recent years, the incidence of fatty liver increased significantly, and tend
to suffer from a younger age.It has become a common disease with serious threat to the health of our people. China's non-alcoholic fatty
liver disease was significantly higher than the alcoholic fatty liver. This article is a summary focuses on the pathogenesis of NAFLD and
related treatment. The pathogenesis of NAFLD is related to Insulin Resistance, Oxidative Stress, Metabolic Syndrome, the effect of fatty
cytokine,Endoplasmic Reticulum Stress and Iron Overloading. Treatment of NAFLD include control the primary disease or related risk
factors, basic treatment (behavioral or lifestyle interventions; to adjust your diet; exercise therapy), drug therapy and surgical treatment
and other aspects. It is very important to curb the development trend of fatty liver through the understanding of international NAFLD
pathogenesis and treatment progress.
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