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Abstract: Septin 9 (SEPTY9) gene, a member of the conserved framework protein genes family. has
guanosine triphosphataseg(GTPase) activity and play an important role in a wide range of biological processes
such as cell division, cell polarization and membrane remodeling. Accumulated evidence have confirmed that
SEPT9 is closely related to the generation and development of human diseases. And SEPT9 has become the
new aroused general interest in tumor related research at this stage. This article mainly reviews the structural
features of SEPT9 gene,action mechanism of SEPTY protein and the role of SEPT9 gene in a variety of com-
mon oncogenesis,and explores the potential value of SEPT9 as a marker in early tumor screening.
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