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Research progress in clinical management of nonalcoholic fatty liver disease”
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[ Abstract] Nonalcoholic fatty liver disease (NAFLD), also known as metabolic associated fatty liver
disease (MAFLD) ,is one of the most common chronic liver diseases characterized by the fat accumulation in
the liver and hepatocellular damage. Patients with NAFLD can manifest as simple fatty liver or non-alcoholic
steatohepatitis (NASH) in the early stage,and can progress to hepatic fibrosis, hepatic cirrhosis, hepatic fail-
ure,and hepatic carcinoma in the late stage. NAFLD has become the most common chronic liver disease,af-
fecting more than 30% of the population worldwide, posing a threat to human health that cannot be ignored.
However,the current research on NAFLD is still incomplete, and there is no ideal medication for the treat-
ment of NAFLD. The clinical management of NAFLD lacks unified standards and evidence-based evidence,and
the multiple comorbidities bring challenges to the clinical management of NAFLD. This article was aimed to
review the research progress in the clinical management of NAFLD,including the diagnosis and non-invasive
examination methods, evaluation and commonly used tools, treatments methods, advantages and disadvanta-
ges,so as to provide a reference for the clinical management of NAFLD.
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