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Improve of tumor microenvironment regulate anti-tumor immune response
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In this study, we investigated the mechanism by which administration of
prolyl hydroxylase (PHD) inhibitor suppresses tumor growth by tumor infiltrating macrophages (M®)
in tumor bearing mice. It was suggested that HIF-1la of M® in tumor tissue becomes dominant by
administration of PHD inhibitor, which is involved in suppressing tumor growth. dominance of HIF-1la

in M® was induced enhancing phagocytosis and increasing expression of inflammatory cytokines. In
addition, we found a candidate gene that is induced by HIF-1a -dominant M® and is involved in tumor
suppression. It was implied that upregulation of this gene was mediated by HIF as part of the tumor
suppression mechanism by PHD inhibitors.
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