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Abstract: As one of the common chronic liver diseases in the world, the incidence rate of nonalcoholic fatty liver disease
(NAFLD) has continued to rise in recent years. Its pathogenesis is complex and has not yet been fully clarified. NAFLD is relat-
ed to poor dietary structure,lack of exercise and risk factors of metabolic syndrome (obesity , type 2 diabetes, hypertension , hyper-
lipidemia,etc. ). Through the implementation of life prevention and adjustment, including diet intervention, exercise intervention

and health education,not only can reduce the incidence rate of NAFLD,but also can improve the reversal rate of NAFLD ,and can

effectively promote the recovery of the disease.
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