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[Abstract] Nonalcoholic steatohepatitis (NASH) is an important pathogenic factor leading to primary liver cancer. The pathogen-
esis of NASH is complex and urgently needed for further study. NASH-related primary liver cancer is a typical representative of malig-
nant tumors caused by metabolic diseases. Understanding the process and mechanism of NASH progression to primary liver cancer is of
great significance for the clinical prevention and treatment of NASH-related primary liver cancer. This article provided a review of the

pathogenesis and treatment strategies of NASH progression to primary liver cancer ,and aimed to provide references for clinical research.
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