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A role of AhR signaling in NKT cell based immunotherapy for lung cancer
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To improve our current iNKT cell-based immunotherapy for lung cancer, |
sought to develop the combination therapy of INKT cell-based immunotherapy using aryl hydrocarbon
receptor (AhR) signaling. I initially focused on the fact that AhR signaling downregulated
PD-L1/PD-L2 expression on monocyte-derived dendritic cells and enhanced antitumor activity of iNKT
cells. However, the effect of iNKT cell-based immunotherapy was enhanced by adding AhR antagonist
instead of AhR agonist in the CT26 s.c. mouse model in vivo. Furthermore, IFN-y producing cells in
CD8+ T cells was increased. These data suggest that the combination of AhR antagonist and iNKT
cell-based immunotherapy can be a better treatment option for cancer patients than the current INKT
cell-based immunotherapy.
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