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Hyperthermia with immune checkpoint inhibitors for oral cancer
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In this study, we investigated the antitumor effect and the effect of the
combination therapy of hyperthermia using a semiconductor laser and an immune checkpoint inhibitor
on the tumor microimmune environment. In the mouse model, (1) Temperature of the tumor increased by
irradiation with a semiconductor laser and was maintained at 43 , and the growth of the tumor was
suppressed. (2) Hyperthermia increased PD-L1 expression in tumor cells and myeloid cells. (3)
Hyperthermia increased cytotoxic T cells and increased PD-L1 expression intensity in the tumor
microimmune environment. (4) Anti The Abscopal effect was obtained in the PD-L1 + hyperthermia
combination group. (5) The inhibitory effect on lung metastasis was similar between the anti-PD-L1
group and the anti-PD-L1 + hyperthermia combination group.
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