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Relevance of chronic kidney disease with tau pathology onset in the Alzheimer®s
disease mouse model
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Development of mouse models recapitulating all the Alzheimer’ s disease (AD)

pathological hallmarks is essential for discovering effective treatments. Due to the lack of tau
pathology in the currently available mouse models, AD pathogenesis remains largely unknown. We
hypothesised that mice may not express sufficient tau levels in the brain for tau pathogenesis and
tested whether chronic kidney disease (CKD) could elevate the total tau levels in the brain. To this
end, we induced CKD in aged mice and found a rise in tau phosphorylation with total tau levels
unchanged. Our findings suggested that CKD could worsen AD pathology by promoting tau
phosphorylation and its subsequent aggregation in the brain.
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