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Roles of extracellular 0-GIcNAc on Notch signaling and vascular development
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Notch receptors are modified with unique post-translational modifications on
epidermal growth (EGF)-like repeats at the extracellular domains. Previous studies revealed that
besides 0-fucose and O-glucose O-GIcNAc modification occurs on EGF repeats. However, biological
function of 0-GIcNAc on Notch receptors remained unknown. In this study, EOGT, a glycosyltransferase
catalyzing 0-GIcNAc modification of EGF domains, is inactivated in mice and phenotypical analyses
were performed. Results revealed that specific EGF domains of Notchl are modified with 0-GIcNAc,
which regulated DLL4-mediated Notchl activation and thus Notch-dependent vascular development in the
retina.
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