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RESULTS CONCLUSIONS AND FUTURE PERSPECTIVES
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v = 1 # Genes that were implicated are generally involved in
e @ 0 4 mitochondrial biogenesis and processes related to oxidative

' ﬁ stress responses, indicating that Hirano body formation might
% be a general response to stress in the neuronal environment.
Their functional implication and the involvement of the

¥« proposed genes needs to be investigated further using
functional validation experiments.
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