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Expression analysis of ubiquitin |igase HRD1 in neurodegenerative
disorders and application to forensic neuropathology
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ek B o2 (¥ L) @ HRD1 is reported to be involved in the pathogenesis of
neurodegenerative disorders by its ubiquitin ligase activity. In the present study, we
examine whether it is possible for HRD1 to be the marker of brain dysfunction. We found
that HRD1 and related molecules are induced in the 7n vitro models of neurodegenerative
disorders. Furthermore, we demonstrated that zonisamide, an antiepileptic agent,
up—regulates HRD1 and suppresses neuronal cell death.
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