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[Abstract] Ataxia telangiectasia-mutated (ATM) gene is an important tumor suppressor gene and DNA
repair gene, which involved in cell DNA damage recognition and repair,cell cycle and apoptosis regulation, ect.
DNA methylation is one of the main ways of epigenetic modification. Abnormal methylation of ATM promoter
can cause ATM apparent silence, which leads to the increase of tumor susceptibility and radiosensitivity of
cells. Studying the methylation of ATM promoter can provide new ideas for precise radiotherapy and radiosen-
sitization. In this paper,the correlation between methylation of ATM promoter and tumor was reviewed,in or-
der to provide a basis for further study on the role of methylation of ATM promoter in early diagnosis and ra-
diotherapy sensitization of tumor.
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