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Development of therapeutics for dementia targeting Abeta clearance
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WFZER R OMEEE (337) : We found that statin reduced Abeta level in mouse brain and identify
its mechanism. Statin inhibited Abeta production and up-regulated Abeta clearance.
Up—regulation of Abeta clearance seemed likely to be mediated by the increase of LRP-1
expression. Inhibition of protein isoprenylation is involved in both inhibition of Abeta

production and up-regulation of Abeta clearance
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