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Inhibitory Effect of Triflavin on Protein Kinase C
Translocation in Vascular Smooth Muscle Cells
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The extracellular matrix influences the cellular spreading of vascular smooth muscle
cells (VSMCs ) via integrin receptors. We know that VSMCs binding to fibronectin
activates the protein kinase C (PKC) pathway, causes differential intracellular PKC
isoform translocation, and mediates cell spreading. On this study, VSMCs binding to
poly-L-lysine was used as control. We used commercial GRGDS peptides and RGES
peptides to prove that the PKCa distribution and VSMCs spreading is mediated by
integrin activation. Intracellular distribution of PKC isoforms was measured by
confocal microscopy. VSMCs binding to fibronectin induced focal adhesion and cell
spreading within 30 minutes. Fibronectin induced a PKC isoform translocation to the
cell nucleus and to focal adhesions within 30 minutes. In our previous report,
triflavin could specifically bind on platelet GP Ilb/llla receptor. It was a strong and

specific disintegrin. Preincubated VSMCs with triflavin, and then measured the PKC



distribution by confocal microscope. We observed triflavin inhibit the distribution of
the PKC isofroms in VSMCs. It also inhibited the spreading of VSMCs. We compared
triflavin with ReoPro®. We could say that the inhibitory effect of triflavin was

stronger than ReoPro®.



