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Antitumor effect of histone deacetylase class lla inhibitor with CIML NK cell in
hepatocellular cell carcinoma
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We evaluated that the antitumor effects of CIML NK cells and their
combination with selective inhibitors of HDAC Class lla, which is highly expressed in hepatocellular
cell carcinoma and involved in the regulation of gene expression, in hepatocellular cell carcinoma

cell lines. CIML NK cells showed higher cytotoxic activity in hepatocellular cell carcinoma cell
lines compared to control NK cells (IL-2 stimulation only). Next we examined changes in gene
expression of hepatocellular cell carcinoma cell lines exposure to selective Class lla HDAC
inhibitors, we found that ULBP1 and B7-H6 gene expression, which are ligands for NK cell activation
receptors, were decreased. and the cytotoxic activity of CIML NK cells 1n hepatocellular cell
carcinoma cell lines was reduced by concomitant use of selective Class Ila HDAC inhibitors.
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