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Research progress of DNA methylation in prostate cancer
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Abstract; DNA methylation is one of the important components of epigenetics. Abnormal DNA methylation is considered to be an impor-
tant factor leading to the occurrence of prostate cancer, DNA hypermethylation can cause partial inactivation of tumor suppressor genes related
to DNA repair, cell adhesion,cell cycle and apoptosis,, while DNA hypomethylation can activate oncogenes , both of which jointly affect the for-
mation and development of prostate cancer. At present, DNA methylation in prostate cancer has become a research hotspot due to its reversible

nature. Therefore , this study summarizes the research on DNA methylation in prostate cancer,in order to provide new biomarkers and thera-

peutic targets for the diagnosis and prognosis of prostate cancer.
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