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The purpose of this study is to develop a new cancer immunotherapy that
targets the CD69-Myl9/12 system. Myl12-deficient cancer cells showed reduced tumorigenicity,
suggesting an immune evasion by cancer cell-derived Myl9/12. On the other hand, CD69-deficient mice
showed increased frequency of cytotoxic differentiated CD8T cells in the tumor microenvironment.

Thus, the CD69-Myl9/12 system promotes cancer immune evasion by controlling differentiation of
intratumoral CD8T cells.
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