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Gene expression signatures in the brain of wild type PWK and WSB mice Age related and amyloid response related pathways
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« MODELAD: model-ad.org
* AD Knowledge portal: adknowledgeportal.org

* 14-months-old wild-type mice were compared to 4-months-old wild-
type controls to assess brain aging under normal conditions, and

. 14-months-old APP/PST mice were compared to 4-months-old wild- . Wild-typg aging_signgtures were m-ainly strain-specific with a strong up-regulation of immune response in WSB, and up-regulation of . AD Data Explorer: modeladexplorer.org
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