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Abstract:In recent years,the molecular mechanism of DNA methylation in breast cancer has been gradu-
ally discovered,and it has also been widely recognized and valued in clinical practice. DNA promoter hyperm-
ethylation can cause gene silencing,and then expression imbalance, and regulate the occurrence and develop-
ment of breast cancer. DNA methylation detection can be used as a biomarker for clinical diagnosis and prog-
nosis of breast cancer.and provide a new target for the treatment of breast cancer. DNA methylation has im-
portant value and broad application prospects in breast cancer. This article reviews the molecular mechanism

of DNA methylation in the occurrence and development of breast cancer and its research progress in early

screening, prognosis and target therapy,and puts forward suggestions and prospects for future research.
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