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The molecular action of Abeta oligomer on Alzheimer®s disease.
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We examined the most promising Abeta oligomer hypothesis for therapeutic drug
development of Alzheimer®s disease. By additional introduction of human tau into an Abeta-oligomer mouse,
we succeeded in making a new model to mimic Alzheimer®s disease. Furthermore, we found an improvement
effect with ability for space recognition or other pathological changes to rifampicin by the drug dosage
experiment using the model. Hence, we believe that the Abeta oligomer is certificated with the new model,
which are supposed to be suitable for future drug screening.
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