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Abstract : N6 methyladenosine modification (m6A) methylation modification is a common epigenetic mod-
ification, which can change the structure and function of RNA,affect the translation and structural stability of
RNA,play an important role in gene expression regulation, the occurrence and development of malignant
tumors,and it has become a research focus in the field of cancer. Based on the molecular regulation mechanism
and biological effects of m6A methylation modification, this artical focuses on the research progress of three
types of m6A regulatory factors,including methyltransferase complex,demethylase and methylation reader in
prostate cancer. More and more m6A regulatory factors have been found to be closely related to the occurrence
and development of prostate cancer, which is helpful to further understand the occurrence and development
mechanism of prostate cancer from the molecular level. However, how to apply these m6A regulators to the
diagnosis and treatment of prostate cancer needs to be further studied and explored.
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