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Inhibition of the MITF transcriptional activity by histone deacetylase 4 through
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The MITF is a lineage-specific oncogene in melanoma. The transcriptional
activity of the MITF is regulated by post-translational modifications, including phosphorylation,
ubiquitination and SUMOylation. In this study, we show that HDAC4 represses the transcriptional
activity of the MITF through enhanced SUMOylation. Expression of HDAC4 was correlated with
SUMOylation of MITF in melanoma specimens and cell lines. Activation of calcium/calmodulin-dependent

protein kinase (CaMK) signaling promoted disrupting MITF-HDAC4 complexes and stimulating HDAC4

nuclear export. The upregulation of MITF sumoylation via the use of inhibitors of CaMK pathway could
represent a valid anti-melanoma strategy.
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