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: P-tau Is elevated in rapid neurodegeneration, but much less than in AD. Non-phosphorylated tau shows the opposite pattern.
Peripheral tau is unchanged in AD, CJD and stroke.

Plasma ratios of phospho/ CNS- and PNS-
specific peptides in each disease

Plasma phospho and non-phospho-tau
species across conditions

Using a unique MS-based approach, we show that:
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assays across studies, limiting direct evaluation of
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