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Behavioral characterization revealed the expected age-dependent alterations
across phenotypes with no effect of genotype up to 12 months of age which
would be anticipated in a model of LOAD. Further testing at 18mo of age is in
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Further Information Harvest weights B processed using Cell Profiler, progress.
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. MODEL AD: — e \Vill allowforldentlflcatlon of between, 4 and 8mo in PET and AutoRad, further analysis continues for
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T I , additional time points.

* In vivo imaging, transcriptomic, histological, and biochemical analysis continues
on all time points.
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* AMP-AD Knowledge Portal: DitoJ//www.synapse.ora/ampad i
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* AlzForum research models: atip//www.alzforum org/research-maodels At harvest, each mouse is weighed. As expected, C57BL/6J mice gain weight as they age.
Whereas the APOE4 mice do not appear to gain weight through age.
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