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MR OBEEE (330) : We investigated the structure-function relationship of protrudin
that regulates intracellular vesicle transport in neurons. Protrudin interacts with Rab11
through the RBD11 domain, with VAP and KIF5 through the FFAT motif, and sulfatide and
PI(5)P through the atypical FYVE domain. We also created mice deficient in protrudin and
found that anatomical and physiological alterations in the mutant mice, suggesting that
protrudin contributes to vesicular trafficking in neuronal cells.
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