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Abstract: Hepatocellular carcinoma (HCC) has a high degree of malignancy, rapid progression, and poor prognosis. Currently, it is at
a high incidence in both the world and China. The PI3K-AKT mTOR signaling pathway is the most common intracellular signaling
pathway and also the most common activation pathway in human cancer. At present, multiple factors have been found to be involved
in the occurrence and development of hepatocellular carcinoma through the PI3K-AKT mTOR signaling pathway, and the related
proteins of this pathway may serve as potential targets for HCC treatment. Therefore, elucidating the upstream regulatory signals and
regulatory networks of the PI3K-AKT mTOR signaling pathway will provide new directions and theoretical foundations for clinical
diagnosis and treatment of HCC.
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