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Roles of Septin9 gene methylation in primary liver cancer
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Abstract: Septin9, a member of the cytoskeletal GTPase family, is involved in a variety of biological
processes such as cell division, polarization, vesicle trafficking, membrane remodeling, cell migration, and
apoptosis. Septin9 is closely related to the occurrence and development of many malignant tumors, and has
become a new hotspot in the study of the mechanism of tumorigenesis. Septin9 gene is highly methylated in
patients with liver cancer and is associated with the survival and prognosis of patients. The diagnostic efficacy
of Septin9 gene methylation alone or in combination with other tumor markers is significantly higher than that
of traditional tumor markers. Septin9 gene methylation can be used as a new tumor marker for non-invasive
early screening, diagnosis and prognosis of liver cancer, and may become a new target for liver cancer

treatment. This paper reviews Septin9 gene and its research progress in primary liver cancer.
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