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Escin inhibits angio?ene§is by blocking nuclear factor-kB activation in
pancreatic cancer cell lines
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Escin, from the horse chestnut, has been reported to suppress the NF-k B in
several cancers. Our previous study showed that NF-k B enhanced angiogenesis in PaCa. We examined
whether escin inhibited angiogenesis by blocking NF-k B activation in PaCa. Escin, in concentration
of over 10 py M, inhibited the proliferation of several PaCa cell lines. In immunocytochemical
staining, escin inhibited the nuclear translocation of NF-k B. NF-k B ELISA showed that NF-k B
activity in escin-treated PaCa cells was inhibited and RT-PCR showed that the mRNA expression levels

of IL-8 and VEGF were suppressed following escin treatment in the PaCa cell lines. ELISA showed
escin decreased the production of IL-8 and VEGF. Tube formation in immortalized human endothelial
cells was inhibited following incubation with the supernatants from escin-treated PaCa cells. These
results indicated that escin inhibited angiogenesis by reducing the production of IL-8 and VEGF via
blocking NF-k B activity in PaCa.
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