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MR R OBEEE (3:30) : Tauopathy is a major category of age-dependent neurodegenerative
disease, which defined by numerous neuron-loss associated with filamentous phospho-tau
inclusions and microtubule loss in affected neurons. In this study, we found that the both of
over expression of tau and/or down regulation of tubulin can induce tauopathy-like
neuronal dysfunction in C. elegans. Thus, we concluded that the imbalanced expression of
tau and tubulin is an essential step for pathogenesis of tauopathy.
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