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neuropathy. Molecular Neurodegeneration, 2021, 16, 12. 108 13

Dysregulation of mitochondria-lysosome contacts by GBA1 dysfunction in dopaminergic neuronal
models of Parkinsona€™s disease. Nature Communications, 2021, 12, 1807.

Biallelic variants in TSPOAP1, encoding the active-zone protein RIMBP1, cause autosomal recessive

dystonia. Journal of Clinical Investigation, 2021, 131, . 8.2 18
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Heterozygous GBA D409V and ATP13a2 mutations do not exacerbate pathological i+-synuclein spread in

the prodromal preformed fibrils model in young mice. Neurobiology of Disease, 2021, 159, 105513. 44 14
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Activation of A-Glucocerebrosidase Reduces Pathological A-Synuclein and Restores Lysosomal Function
in Parkinson's Patient Midbrain Neurons. Journal of Neuroscience, 2016, 36, 7693-7706.

Challenges to neurology residency education in today's health care environment. Annals of 5.3
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