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Is activation of brain immunity a novel therapeutic strategy for Alzheimer=s
disease?

Rikitake, Yoshiyuki
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TIE2-TERF2DN-Tg mice, which exhibit vascular endothelial-specific
senescence, and APP/PS1 mice, an Alzheimer®s disease (AD) model mouse, were crossed to generate
vascular endothelial-specific senescent AD model (APP/PS1; TERF2DN) mice. We found that APP/PS1;
TERF2DN mice had mild neurite degeneration and attenuated cognitive decline compared to control
APP/PS1 mice. The reason for this is that the ability of microglia to phagocytose amyloid-B (AB )
oligomers was enhanced, and furthermore, microglial coverage of cerebral AB plaques was enhanced,
resulting in plaque compaction and suppression of cerebral AR plaque formation.
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