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Vessel maturation by a cytokine TGFbetal and crosstalk with VEGFR2 signaling
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Angiogenesis is a process in which new blood vessels arise from pre-existing
ones. A better understanding of angiogenesis may lead to a development of novel therapeutic interventions
for a wide array of disease states.

In the present study, we focused on a maturation process of newly formed vessels, and revealed novel
actions of a cytokine TGFbetal. Furthermore, we have newly synthesized a ?ro-angiogenic adenosine-like
agent termed COA-CI. COA-CI on the one hand induces VEGF to promote vessel sprouting from fibroblasts,
and on the other hand stimulates S1P1 receptor in vascular endothelial cells to promote vessel
maturation. Thus, these findings may contribute for the development of a pharmacological intervention to
modulate angiogenic processes.
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