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Research progress on the role and treatment of free fatty acids on the pathogenesis of
metabolic associated fatty liver disease

Peng Jing, Li You, Huang Yonghong, Sun Kewei (Department of Hepatology, First Affiliated
Hospital of Hunan University of Traditional Chinese Medicine, Hunan Changsha 410007, China)
Abstract: Metabolic associated fatty liver disease has become the largest chronic liver disease in
China, and insulin resistance is closely related to its pathogenesis. Insulin resistance disrupts the
function of adipose tissue, and lipolysis releases a large number of free fatty acids into blood. Liver
is an important organ, which is involved in fatty acid metabolism. Excessive intake of free fatty
acids by liver can lead to enhanced liver lipogenesis, fatty acids  oxidative disorder and increased
triglycerides synthesis through various pathways, ultimately resulting in triglycerides accumulation
in hepatocytes in the form of lipid droplets and steatosis. Excessive circulation free fatty acids also
cause insulin resistance in main target organs and liver inflammation. This article reviewed the
effects of excessive free fatty acids on lipid accumulation, insulin resistance, and inflammatory
response in hepatocytes, as well as the research progress on fatty acid metabolism in the treatment
of metabolic associated fatty liver disease with Western medicine and traditional Chinese medicine.
Keywords: Free fatty acids; Metabolic associated fatty liver disease; Triglyceride; Insulin
resistance; Palmitic acid
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