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Our culture experiment of mouse CD8 T cells using GSK-J4, a drug that
inhibits histone H3K27 demethylase, revealed that T cell exhaustion was suppressed and memory
differentiation, which plays a role in long-term immunity, was promoted. Furthermore, we clarified
that BPTES, an inhibitor of the glutamine metabolic pathway that activates this demethylase, has the

same effect. Based on these results, we used tumor-bearing mice to investigate whether the
antitumor effect of CD8 T cells adoptive transferred into the mice was actually increased by the use
of these inhibitors. We confirmed that tumor growth was suppressed more efficiently in the group of
CD8 T cells cultured with GSK-J4 or BPTES than in the group of control CD8 T cells cultured without

any inhibitors.
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