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WFFER - OMEEE (3532) : Molecular and Cell-biological mechanisms underlying generation
of a ganglioside-bound AB (GAB), an endogenous seed for Alzheimer amyloid, were
investigated. Results of our study suggest that first, endocytic pathway abnormality of
neurons 1is responsible for GAB generation probably through formation of
ganglioside—clustered unique membrane microdomains, and second, inhibition of the seed
activity of GAB in the brain can be a novel, promising therapeutic strategy for Alzheimer

disease.
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