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Role of presenilin-1 mutations in Mitochondrial dynamics
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arly stage of Alzheimer's disease reveals mitochondrial de cit and dysfunction. Mitochondrial dysfunction in Alzheimer's

disease causes synaptic alteration, imbalance of lipid homeostasis, calcium homeostasis, and lack of ATP production. Familial
Alzheimer's disease-linked Presenilin-1, catalytic subunit of y-secretase, mutations cause early onset Alzheimer's disease. All
mutation types have di erent pathological mechanism and ultimately break down cellular homeostasis. Our research shows
more details about relationship between Presenilin-1 mutations (PS1A431E, PS1E280A, PS1IH163R, PSIM146V, PS1AE9) and
mitochondrial dysfunctions. All of PS1 mutants-expressing cells exhibited mitochondrial dysfunctions and reduced levels of
proteins involved in mitochondrial dynamics without alteration of total mitochondrial biogenesis.
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