Analy5|s of longitudinal trajectories of Alzheimer’s disease related biomarkers
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onset and progression of amyloid deposition. By leveraging longitudinal — Sopmown o
blood samples and brain amyloid positron emission tomography (PET) -4 e - - -

scans from the Baltimore Longitudinal Study of Aging (BLSA), the
present study examined trajectories of a broad set of
neurodegenerative, immune, synaptic, and vascular plasma proteins
relative to amyloid onset and progression.
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Assess biomarker trajectories: on the N_UL|SA§6C_1 platform. Examining the trajectories of plasma biomarkers by age, amyloid status, and relative to amyloid onset revealed:
» Byage Successive statistical » Many proteins associated with AD and related dementias change with age
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