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TR RO E (3£30) : We here provided in vivo and in vitro evidence to support AP
oligomer hypothesis that is widely believed to be the most reliable idea to understand
Alzheimer’s disease. To verify its certification, we examined not only patients with familial
AD by clinical and brain imaging analyses but also a new mouse model bearing solely AB
oligomer. We found the abnormal accumulation of intraneuronal AP oligomer as a
beginning pathological change. Thus more concern must be concentrated on AB oligomer to
develop its measurement for the precise diagnosis and the treatment for the proper
medication.
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