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Molecular mechanistic study for epigenome-switch on endothelial cell activation
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Angiogenesis based on the inner endothelial proper proliferation via growth
factor or cytokines such as VEGF. We comprehensively surveyed VEGF signaling by using HUVEC, resulted the
findings of dynamic epigenome alteration following the NFAT nuclear localization. ChIP-seq experiments by
using the NFATcl antibody resulted that SDF-1 receptor; CXCR7, and RhoA modulator, RND1 were newly picked
up for the NFAT downstream angiogenesis regulator. Moreover, our epigenome profiling data indicated that
bivalent histone marks which means double positive for transcriptional active; H3K4me3 and brake;
H3K27me3, were enriched on the re?ulatory regions of acute angiogenic transcription factor family. Our
ChIP-re chip experiment successfully indicated that such a bivalent histone modification was occurred in

single cell level and not reflect the cell mixture condition from either only H3K4me3 positive cells and
H3L27me3 positive cells.
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