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* Alzheimer’s Disease (AD) is characterized by two main No differences in plasma AB,,,,, slopes among different pathological
pathological hallmarks that are the extracellular aggregation of groups

amyloid-3 (AB) plaques and neurofibrillary tau tangles in the brain.

Background & Objective

Plasma AB42/40 across groups
* Imaging-based biomarkers such as Positron Emission 0.10-

Tomography (PET) have been used as the gold standard
biomarkers to detect amyloid and tau pathology. The cost and the
limited availability of PET imaging have paved the way toward the e
development of more cost-effective and minimally invasive tools to
detect AD (e.g., blood biomarkers).
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» Implementation of these novel blood biomarkers into clinical Groups
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practice requires assessment of the dynamic changes of these A-T-
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Slope differences in plasma pTau181 trajectories among different
pathological groups
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Slope differences in plasma GFAP trajectories among different
pathological groups

Blood draws collected between (2011-2017)
AB4s 40, PTau181, pTau231, NfL, and GFAP

were measured using (SIMoA) assay Plasma NiL across groups Plasma GFAP across groups
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