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[ Abstract] Nonalcoholic fatty liver disease (NAFLD) is one of the most common chronic liver diseases with

increasing incidence worldwide. NAFLD includes simple fatty liver, non-alcoholic steatohepatitis (NASH) , liver

fibrosis/cirrhosis, andsome can even develop liver cancer. At present, liver biopsy is still the gold standard for

diagnoses, but because ofits invasiveness, serological test and imaging are often used as auxiliary diagnosis in

clinical practice. Obesity, age, genetic factors, diabetes, inflammation and changes in intestinal microbes are all

related to development of NAFLD. Specifically, lipotoxic pathway, immune system function, and crosstalk between

cells and organs play crucial roles in the occurrence and development of NAFLD. This article reviewed the correlation

between NAFLD and toxic pathways, the immune system function, and crosstalk between cells and organs, thus

provides a scientific theoretical basis for the prevention and treatment of NAFLD.
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