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Immune Checkpoint Blockade (ICB) has revolutionized cancer therapy with its
extraordinal therapeutic effects, but the response rate is limited except for some patients with
certain cancer harboring high mutation burdens. Here, we focused on an oncogene called histone
methyltransferase G9a, which we have discovered in cutaneous melanoma, and iInvestigated the role of
G9a not only in the malignant transformation but also in the anti-tumor immune system in tumors to
comprehensively figure out the mechanism of tumor malignant development via immune evasion. We have
provided a mechanistic insight into tumorigenesis and tumor immune regulation by G9a and its
potential as a therapeutic target in combination with or without ICB in melanoma and other tumors.
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