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Mismegabolism of mitochondrial proteins in a Drosophila model of neurodegenerative
isorder.
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Using a Drosophila model of Alzheimer’ s disease (AD), I found that the
reductions in mito-GFP signals in the synapses were not due to either morphological alterations, damages,
or altered number of mitochondria. Rather, the results indicate that reduced mito-GFP signals in the
synapses is due to reductions in the stability of mitochondrial proteins and/or the delivery of
mitochondrial proteins to mitochondria in the cell body. I further demonstrate that that autophagy is
upregulated in AD fly neurons, and forced induction of autophagy is sufficient to reduce mito-GFP signals
in the synapses similar to that observed in the AD fly model. This study reveals a potential mechanism
initiating mitochondrial abnormality in the synapses in the neurodegenerative conditions such as AD and
sustained induction of autophagy is involved in this process.
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