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Highlight

1. CSF phosphorylated tau (p-tau) appears to play a causal role in Alzheimer's disease and vascular dementia.

2. Amyloid-8 and tau exhibit distinct effects across dementia subtypes.
3. Biomarker-specific pathways may improve dementia risk stratification and precision medicine.
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Table 1: MR results of the causal effects between plasma and cerebrospinal fluid amyloid species and dementia
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