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Effects of protein kinase C inhibitors on platelet activation and apoptosis
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Abstract:  Objective Protein kinase C (PKC) is involved in the regulation of platelet signal
transduction, adhesion and thrombosis. This study investigated the effects of two PKC inhibitors on
thrombin-induced platelet function and apoptosis. Methods Venous blood was collected from healthy volunteers
and platelets were separated. The platelets were co-incubated with two different PKC inhibitors, Ro31 -
8220 and GF109203. Platelet activation and apoptosis were detected by flow cytometry ; the effect of PKC
inhibitors on platelet function was further verified by clot contraction and platelet aggregation experiment.
Results High concentrations of PKC inhibitors inhibited thrombin -induced platelet PS exposure, P -
selectin expression, GP Il b/ Il a activation. And Ro31-8220 inhibited mitochondrial membrane potential
depolarization, platelet aggregation and blood clot contraction. Conclusion Inhibition of PKC activity
can reduce thrombin-induced platelet apoptosis and activation, which is of great significance for targeting
PKC in the treatment of related blood diseases.
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