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The formation of new blood vessels, angiogenesis, is essential for a variety

of patho-physiological events. Especially, tumor formation and metastasis require angiogenesis. To
date, clinically, anti-angiogenic inhibitors exhibit good efficacy in cancer treatments. Here, we
aimed to elucidate the molecular mechanisms by which an endosomal ubiquitin E3 complex, CUL3/ANKFY1,

regulates angiogenesis in human endothelial cells. We identified an ANKFYl-interacting protein
which is essential for both plasmalemmal localization of integrin beta 1 and angiogenesis. We also
established the high through-put screen to identify inhibitors of ANKFY1/ANKFYl-interacting protein

using AlphaScreen. Our results suggest the possibility of the protein interaction as a promising
target for the development of new anti-angiogenic inhibitors.
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