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Research perspectives in Alzheimer's disease
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Alzheimer’ s disease (AD) is the most common dementia in the world. Recent finding
of a protective mutation in amyloid precursor protein (APP) gene strongly established
that amyloid f (A ) peptide is the trigger of AD and age-related cognitive decline. On the
other hand, animal models of AD are of uttermost importance in preclinical/translational
AD research. However existing AD mouse models hamper from artifacts related to the
overexpression paradigms used to induce the pathologies. To overcome these limitations,
we created novel AD mouse models using a knockin paradigm. These AD model mice
will be powerful mouse models in AD research. Furthermore, chronic inflammation in the
brain affects higher brain dysfunction upon aging. Since glial cells in the brain controls
neuroinflammation which might be involved in AD pathogenesis, it iS necessary to stretch
that AD pathologies are formed not only by neuronal dysfunction, but also by disruption
of “brain environment” including neuronal-glial interaction. This view point has to be
considered in the drug discovery for prevention, treatment and delay of onset of the
disease. In this review, I would like to describe future prospects of AD research.
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