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Research Progress in Anti-tumor Effect of Histone

Deacetylase Inhibitor FK228
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Abstract ; Histone deacetylase inhibitors possess many biological properties,such as anti-tumor,
antifungal ,antiviral and anti-inflammatory functions. In particular,the potent effects of histone
deacetylase inhibitors on tumor cells have led to researchers focusing on it. As a novel histone

deacetylase inhibitor, FK228 has a special cyclic depsipeptide structure ,and can pass through cy-

tomembrane to exert an anti-tumor effect;meanwhile it may cause mild adverse reactions. FK228
has been approved by the US Food and Drug Administration (FDA) for treating peripheral and cu-

taneous T-cell lymphoma. This paper reviews the research progress of FK228 in cancer therapy.
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