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Elucidation of the involvement of chaperone-mediated autophagy to
the pathogenesis of neurodegenerative diseases using a novel method
to monitor its activity
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MR R OBEE (J€30) . Chaperone-mediated autophagy (CMA) is one of the proteolytic pathways.
Since there is no simple method to monitor CMA activity, the roles of CMA in physiological functions
and pathogenesis of diseases have remained unknown. In the present study, I have established a novel
method to monitor CMA activity in a single cell level. To utilize this method, I revealed that mutant
YPKC which causes spinocerebellar ataxia type 14 (SCA14) impairs CMA activity in primary cultured
neural cells. In addition, I elucidated that the amounts of proteins related to CMA are altered in the brain
of SCA3, another type of SCA, model mice. These findings suggest that CMA might be related to the
pathogenesis of two different types of SCAs.
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