Changes in Protein kinase D activity during neurotoxic treatments

Protein kinase D (PKD) has been proven to be an important enzyme, participating in a number of cellular functions such as the regulation of vesicular fissure at the Golgi apparatus, cell proliferation and dendritic differentiation in neurons. An important mechanism of its activation is through the binding of dyacil-glycerol, suggesting that a number of signal transducing cascades converge in PKD-regulated pathways.
Evidence provided by previous studies regarding non-neuronal cells indicate the activation of PKD in response to oxidative stress. Neurons also contain of sok a PKD blah PKD is expressed in neuronal cells as well raising the question whether the enzyme takes up a role in neuroprotective pathways in ischemic cells. We have modeled the different stages of the ischemic process in vitro during our studies on primary hippocampal cultures – utilizing treatment with excessive glutamate concentrations, potassium-cyanide and hydrogen-peroxide as models of excitotoxicity, hypoxia and oxidative stress, respectively.
