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Abstract What are the proteins interacting with WDR45? How do patient mutations of WDR45 affect mouse models?
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membrane. WDR45 localizes throughout the cell even in the more distal protrusions. mechanisms implicated in the BiolD screen and serve as a platform for drug screening.
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Abstract:

Beta propeller associated neurodegeneration (BPAN) is the most common neurodegeneration with iron accumulation (NDIA) disease. It is
caused by mutations in the X-linked gene WDR45 which encodes for a protein canonically associated with autophagy regulators, though the
protein’s function is largely unknown. BPAN is biphasic in its progression, with spontaneous epileptic seizures, intellectual disability, and autism
features in infancy, followed by dystonia, parkinsonism, and dementia in early adulthood. In this study, we seek to explore the function of the
WDRA45 protein in a neuronal context and discover its role in the mechanisms which underlie the neurodegenerative disease BPAN.



