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Analysis of a regulatory mechanism of directional migration of endothelial tip
cells during anglogenesis by bioimaging

Wakayama, Yuki
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Vascular endothelial growth factor receptor2 (VEGFR2)
KIF13B

Angiogenesis is the process to form new blood vessels. In this study, |
investigated the regulatory mechanism of endothelial cell migration by biocimaging technique. It is
su?gested that Vascular endothelial growth factor receptor 2 (VEGFR2) is transRorged by KIF13B, a
molecular motor, to the leading edge in leader cells. And 1 found that cell adhesion is important
for endothelial cell migration.
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