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Elucidation of anti-tumor immune response through qualitative evaluation of
neoantigens

ISHINO, Takamasa
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We identified a shared neoantigen derived from a loss-of-function frameshift
mutation in RNF43 through analysis of 88 colorectal cancers. However, patients with the mutated
RNF43 did not have inflamed tumor microenvironment (TME). We revealed that loss of RNF43 function
could paradoxically induce a non-inflamed TME leading to suppression of anti-tumor immunity. In
addition, we demonstrated that passenger rather than driver gene mutations were related to the
inflamed TME in diverse cancer types.
Our research propose the need to assess the qualities as well as the quantities of neoantigenic gene
mutations, particularly driver gene mutations, as predictive biomarkers for ICI response.
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