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Function analysis of microRNAs regulated by HDAC inhibitors in multiple myelomas
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We studied to elucidate target genes of the HDAC inhibitor panobinostat, a
novel therapeutic agent for multiple myeloma, and to stratify susceptible patients. By focusing on
microRNA-188 whose expression is commonly elevated by HDAC inhibitors by comprehensive microRNA
expression analysis, it was found that its target is the IL-6 receptor.

It was thought that HDAC inhibitors may inhibit the survival of myeloma cells by restoring the
expression of tumor suppressive microRNAs. In addition, if tumor survival is dependent on IL-6, the
effects of HDAC inhibitors are likely to be high, and we plan to review patient specimens and
clinical data in the future.
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