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In vtro/in vivo VEGFA

Exploring the transcriptional repressors of VEGFA by in vitro/in vivo high
throughput screening

Muramatsu, Tomoki
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Angiogenesis in cancer contributes to transferring cancer cells to the other

organs via new blood vessels. In the present study, we used chemical compound libraries containing
400 compounds for identification of novel transcriptional inhibitors of vascular endothelial growth
factor A (VEGFA), a major regulator of angiogenesis. We first evaluated the expression of VEGFA
using gRT-PCR after treatment with each compound and extracted some candidate compounds as VEGFA
transcriptional inhibitors. Interestingly, almost all of these compounds can inhibit the same
signaling pathway. We next confirmed that these compounds could inhibit the tube formation of
endothelial cells and angiogenesis in chicken embryo. Moreover, we performed gene expression array
with several samples treated with each candidate compound for identification of target genes. Our
findings suggest that these compounds might have the potential of anti-angiogenic therapy for
cancer.
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NC Normoxia vs NC Hypoxia Fold Change>3.84,
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