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WFZER SR OBEZE  (F3C) : Morphology of blood vessels is diverse. However, we do not know
how these morphological variations are made during vasculogenesis/angiogenesis. In this
study, we found that DSCR1 regulates the morphology of blood vessels by suppressing the
branching of blood vessels during vasculogenesis/angiogenesis. In the near future, we may
generate blood vessels with appropriate morphology for the patients by using DSCR1 as a
new vasculogenesis/angiogenesis SUppressor.
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