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ABSTRACT: Nucleosome is the basic unit of eukaryotic chromatin. The acetylation, methylation, phosphorylatin modification of
histone N-terminal, will affect the cell function. The balance of histone acetylase and deacetylase in epigenetic modifications is critical to
the regulation of chromatin structure and gene expression. When increased the levels of histone deacetylation , acetylation levels
relatively reduction that would affect the normal cell cycle and metabolic changes in behavior induced tumors and neurodegeneration.
Histone deacetylase inhibitors have become the hot field of researches. Trichostatin A (TSA), is one of the earliest discovered natural
histone deacetylase inhibitor; Vorinostat (Suberoylanilide Hydroxamic Acid SAHA) has been approved by the FDA for the treatment of
cutaneous T-cell lymphoma. This review describes the HDACi classification, and function. Summary HDACi mechanism of action and
research progress.
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Fig.2 The balance of histone acetylase and deacetylase regulate the gene expression
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