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Progress of treatment on non-alcoholic fatty liver disease
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Wuhan University, Wuhan 430071, China)

Abstract: Non-alcoholic fatty liver disease (NAFLD) is the most common chronic liver disease in the world,

which brings severe economic burden to the society. At present, the treatment of NAFLD includes lifestyle

intervention, drug therapy and surgical treatment. This article summarized the progress on the treatment of

NAFLD in the literature at home and abroad.
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