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[ Abstract] Histone modification is one of the major forms of epigenetic modifications, there are more
and more researches on the applications of histone modifications in the diagnosis and treatment of thyroid
tumor. Methylation, acetylation, phosphorylation and ubiquitin of histone modification involve in thyroid

cancer. Histone modification can regulate the differentiation of thyroid cancer, influence the proliferation of

tumor cells. Histone deacetylases may be used in the treatment of thyroid tumors.
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