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In this study, we planned to follow the protein accumulation process using the marmoset olfactory
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aggregates. We focused on the phenomenon that a-synuclein aggregates were formed in the
marmoset olfactory bulb in a short period of time after a certain age, which was clarified in our
previous study. Marmoset olfactory bulbs (before and after aggregation) were collected and one
olfactory bulb was used for tissue analysis by immunostaining and the other for proteomic analysis.
Proteome analysis revealed significant changes in the expression of proteasome components
immediately before aggregation. In addition, changes in mitochondrial constitutive proteins and
intracellular stress-reducing factors such as SOD1 were observed.
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WFZE R oSS (3€3) : In this study, we planned to follow the protein accumulation process using
the marmoset olfactory bulb as a tool to clarify the sequence of mechanisms leading to the formation
of protein aggregates. We focused on the phenomenon that o -synuclein aggregates were formed in the
marmoset olfactory bulb in a short period of time after a certain age, which was clarified in our
previous study. Marmoset olfactory bulbs (before and after aggregation) were collected and one
olfactory bulb was used for tissue analysis by immunostaining and the other for proteomic analysis.
Proteome analysis revealed significant changes in the expression of proteasome components
immediately before aggregation. In addition, changes in mitochondrial constitutive proteins and
intracellular stress-reducing factors such as SOD1 were observed.
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