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Progress on metabolic associated fatty liver disease related liver cancer
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Abstract: Metabolic associated fatty liver disease (MAFLD) is one of the most common chronic
liver diseases in the world, affecting about 1/3 of the global population at present. In recent years,
with the prevalence of obesity and metabolic syndrome, the incidence of MAFLD has been
gradually on the rise, and the number of patients with MAFLD-related hepatocellular carcinoma
(HCC) is also increasing. Due to the effective prevention and treatment of viral hepatitis, MAFLD
has gradually become an important cause of HCC. Therefore, it is particularly important to identify
the relationship between MAFLD and HCC. This article reviewed the epidemiology, pathogenesis,
relationship with viral hepatitis, risk factors, clinical features, diagnosis, prevention and treatment
of MAFLD-related HCC, in order to provide help for its prevention and treatment.

Key words: Metabolic associated fatty liver disease; Liver cancer; Risk factors; Clinical
features; Prevention and treatment
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