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Molecular mechanism analysis of synaptic dysfunction in a novel Alzheimer®s
disease model mouse
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Our group produced a novel mouse AD model, in which amyloid-beta (AB )
with familial AD mutation was expressed at mouse auditory hair cells. Electrophysiological
assessment indicated that those mice showed hearing impairment specifically against high-frequency
sounds stimulation (>32 kHz) at 4-months-old (Omata et al., Aging, 2016).

To reach the molecular mechanism of hearing defects in this AD mouse model, we observed cochlear
with immunohistochemical approaches. The result showed that there are no degeneration of cochlear
hair cells and no decline in synaptic ribbon numbers at 5-months-old. We propose that synaptic
disorders might be involved in the hearing defects in the novel mouse AD model.
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