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The mice of HIF-1, HIF-2 deficient and/or HIF-1, HIF-2 overexpressing in M@
are prepared. The impact of them was examined. By performing tumor growth curve, phagocytosis
assay, flow cytometry, etc., it was clarified that HIF-1 and HIF-2 in Mg are effected in tumor
growth. We have identified a factor that may be involved in tumor suppression, and in the future we
plan to clarify the detailed mechanism of how blocking and administering this factor is involved in
tumor growth suppression.
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