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[Abstract] With the in-depth research on epigenetic regulation in recent yearsabnormal DNA methyla-
tion and histone acetylation as molecular markers for the diagnosis of malignant tumors can improve early pre-
diction and grading of malignant tumors. As a key focus of epigenetic researchabnormal DNA methylation of the
promoter region of tumor suppressor genes often leads to their inactivation and the occurrence of tumorsespecially ma-
lignant tumors. This article reviewed the research progress of the potential tumor suppressor gene B-cell translation
gene 3(BTG3/ANA/APRO4) in non-small cell lung cancer,esophageal cancer,nasopharyngeal cancer,laryngeal canc-
er,glioma, thyroid cancer, breast cancer, liver cancer, colorectal cancer, colorectal cancer liver metastasis, in order to
provide valuable research reference for the biological treatment of malignant tumors.
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