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Elucidation of the mechanisms of interferon resistance in oral cancer and the
efficacy of combined immuno-epigenomic therapy
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This study focused on interferon (IFN) resistance as an evasion mechanism
from the immune system of cancer cells and tested the hypothesis that IFN-responsive genes involved
in cell proliferation and cell death may be inactivated by methylation. Although pretreatment with
various methylation inhibitors suppressed cell proliferation of IFN-resistant oral cancer cells, the

combination treatment with IFN did not reverse the IFN resistance. Additionally, the combined
treatment of DNA methylation inhibitors and histone deacetylase inhibitors (HDACs) also failed to
overcome IFN resistance. These results suggest that IFN resistance in cell proliferation of oral
cancer cells is due to mechanisms other than epigenomic aberrations.
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DZNep & DOPfH T caspase 3/7 Yi%‘f%@ﬁ CIRHERRNERD B AL W, F AR E RN S G2/M
Hi, SEIOEIMAZTRD Sz, HSC-2 12BN Tl caspase 3/7 DIFMHALIZIZR D 5o H D
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