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Analysis of lipid composition in hereditary Parkinson®s Disease and the
association with the pathology
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We have generated model animals with hereditary Parkinson®s disease (PD)
causative genes to clarify the mechanism of Lewy body formation and common PD pathology. ATP13A2 and
GBA mutations cause of PD and induce lysosomal defects and aberrant homeostasis. As the results,
the change of lipid composition, which may affect synuclein metabolism and degradation was one of
the important factor of Lewy body formation and PD pathology.
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