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* Fundamental questions remain about the key mechanisms that initiate
Alzheimer’s disease (AD), the factors that promote its progression, and
the relationship with cognitive impairment.
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C410Y mutation carriers exhibit elevated plasma AB42 and AB42:40 compared to non-

carriers as early as 1.5 months

* To understand the association between amyloid burden and cognitive
decline, we are studying marmosets that carry a C410Y point mutation in
the presenilin-1 (PSEN1) gene that confers early onset AD in human
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modeling early AD-related pathology prior to cognitive decline.
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