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The Role of Th17 Cells in the Inflammatory Process of Non-alcoholic Fatty Liver Disease
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Abstract: Non -alcoholic fatty liver disease (NAFLD) refers to a group of clinicopathological syndromes that are mainly characterized by diffuse
hepatocyte bullous fat, which is caused by alcohol and other clear liver damage factors, and its disease spectrum includes simple fatty liver (NAFL),
non -alcoholic steatohepatitis (NASH), liver fibrosis and cirrhosis. NAFLD can not only cause disability and death, but is also closely related to
diseases such as metabolic syndrome (MetS), type 2 diabetes (T2DM), atherosclerotic cardiovascular disease, and colorectal tumors. In recent years,
studies have found that immune cells and cytokines play an important role in the pathogenesis of NAFLD, including neutrophils, macrophages,
dendritic cells, natural killer (NK) cells, NKT cells, regulatory T cells (Treg) and Th17 cells, etc., It acts on NAFLD by secreting IL-6, 1L-21, IL-23,
IL-17, TNF-a, TNF-B, CD33 and other inflammatory factors. This article mainly reviews the role of Th17 cells in the inflammatory process of non-
alcoholic fatty liver disease. In order to provide new ideas for further research on non-alcoholic fatty liver disease and its treatment.
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