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Mechanism of PKD activation for monoamine release
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The question in this project is whether PKD is associated with monoamine
release at the TGN. For this aim, we investigate the regulatory mechanism of PKD activation. We
focused on the association of PKD on membrane curvature, and it is suggested that PKD regulates
membrane dynamics at the TGN through protrudin binding protein PDZD8 and TMEM55B.
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[ Phosphorylation of PKD substrates in
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