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WFFERE SR OMEEE (F£30) : Microtubule—associated protein tau aggregates and deposits in the
degenerated neurons of many dementia developed with aging. These diseases are called
tauopathies, which mechanism is still unclear. The proteins that associated with the
abnormal tau are considered to be deeply related to the neurotoxic mechanism. In this
study, we identified the proteins that may be involved in the toxic mechanism of tau,
using a C. elegans model, in which abnormal tau was expressed without aggregation

formation.
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