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Sgadjustment of "amyloid hypothesis™ for developing methods to treat Alzheimer
isease
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According to the "amyloid hypothesis", Alzheimer disease is developed by the
deposition of amyloid beta protein (AR ), followed by the accumulation of hyperphosphorylated tau
and neuronal cell death. The hypothesis has been predominant for over ten years, but it is need to
be readjust. We have generated two non-transgenic models: one with an increased AB production, and
one with an increased phosphorylated tau. The former, which was generated by treatment of a natural
resourse-derived compound, did not show abnormal behavior during the research duration. The latter
was also used as an experimental model for sleep-disordered breathing, and we have shown that this
model showed common gene expression pattern to ageing.
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