#&=X C-19
HEMREMHBIEHRRRBREE

ERE2 24 3 H 30 HEBLE

ERiEE - HEFHAE (B)
FFZSHARE - 2008 ~2009
EEES - 20790633
MRZEEL (X)) TATF7Y—L - A—LI770—F22AK DB HMEEHED
JTPIWEA LA A—D0T

Real-time imaging of neurodegeneration induced by

proteasome/autophagy insufficiency
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WFZER R OBEE (F L) : To investigate the role of the functional impairment of the
intracellular quality control system in age-associated neurodegeneration, we performed
experiments using primary cultured neurons from spontaneous age-associated
neurodegeneration model mouse (SAMP10). Inhibition of proteasome activity resulted in
the formation of ubiquitin-positive intracytoplasmic inclusions. Neurons from SAMP10
mice formed inclusions more frequently than those from control mice. The formed
inclusions had several characteristics of aggresomes, which are known to be cytoprotective
structures: however, inclusion-bearing neurons had shorter neurites, which resulted from
the retraction of the neurites. These results suggest that aggresome-related inclusions may
have few, if any, protective effects on the maintenance of neuronal dendritic arbors.
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