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Regulation of vascular endothelial cells by signaling molecules
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In multicellular organisms, communication between the cells is taken with a
variety of signal molecules. Its collapse causes cell dysfunction, eventually leading to a variety of
disease. Here, we conducted a study about how to control the blood vessel formation, including
angiogenesis, by regulating the cell-to-cell signaling with a new trimeric G-protein -binding protein,
AGS8. When expression of AGS8 molecules in vascular endothelial cells was suppressed, basic functions of
the endothelial cells (cell growth, movement, lumen formation) was inhibited. Further detailed analysis
finally suggested that AGS8 is a new regulatory molecules of VEGF signaling, mainly via acting an
appropriate VEGF receptor localization by transporting it from cytosol to cell membrane.
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