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Enhancement of the anticancer immune response by epigenetic modification

Furusawa, Yukihiro
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Antibody-based drug is widely used for cancer immunotherapy; however, the
high cost of this type of drug is problem to be solved. In this study, We focused on small molecule
inhibitor against histone deacetylase (HDAC) that regulates epigenetic modification and evaluated
the effect of HDAC inhibitors on cancer immunotherapy. Among several HDAC isozyme specific
inhibitors, we found HDAC inhibitor B suppressed the differentiation of naive T cells into
regulatory T cells. The reduction of regulatory cells and anti-tumor effect of this inhibitor were
also observed even in <i>in vivo</i> HDAC knockout tumor model, indicating that the HDAC inhibitor
might show anti-tumor effect through the modification of immune function . In addition, this

inhibitor suppressed PD-L1 expression in cancer cells. Collectively, HDAC inhibitor B may be potent
immune regulator that enhance anti-tumor immunity.
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