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Although metabolic dysfunction is central to In the brain, mid-stage partially upregulated urea cycle, upregulated creatine
Alzheimer's disease (AD), its systemic We measured metabolomics using untargeted synthesis, downregulated putrescine-GABA synthesis.
manifestations remain poorly understood. Metabolon-HD4 platform, and performed linear
regression analysis comparing CO and AD, as In plasma, early-stage dysregulated alternative urea cycle contribute to ammonia
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individuals per tissue, we re- and meta-analyzed MCI A+, AD A+T+) ammonia. Early-stage peripheral detoxification through glutamine, depleting
brain datasets, and generated cerebrospinal fluid BCAAs.
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Determine the disease stage where these cognition and pathologies showed clusters
alterations occur enriched for various metabolic pathways
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