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[ Abstract)

cancers gene (MMACLI) , is a classic tumor suppressor gene. PTEN is considered as the most important tumor-
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Phosphatase and tensin homolog ( PTEN) , also known as muted in multiple advanced

suppressor gene after p53. PTEN governs multiple cellular processes including cell survival, proliferation, en-
ergy metabolism and cellular architecture via suppressing PI3K/AKT/mTOR pathway through lipid phospha-
tase. Consequently, the mechanisms of regulating PTEN expression and function including transcriptional regu-
lation, post-transcriptional regulation by non-coding RNA | post-translational modifications and protein-protein
interaction collectively alter the cancer. Many studies have demonstrated that the mutation or loss of PTEN is
closely correlated with hepatocellular carcinoma (HCC). PTEN is lowly expressed in the HCC tissues. Low ex-
pression of PTEN constantly indicates a higher risk of tumor metastasis and worse clinical prognosis. Applica-
tion of PTEN to treat cancer has been attempted. In particular, the discovery of PTEN-long serves as a novel
option.
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