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Study Objective and Cohort
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Analysis with the Neuro 220 Panel Identified BD-pTaus Associated with Amyloid Burden (CL>20) in Plasma
Samples Spanning the AD Continuum

Differential Abundance Analysis Identified Key Neurodegenerative Markers in
MCI and Dementia with eMTBR-Tau Demonstrating the Largest Fold Change
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eMTBR-Tau Demonstrates Higher Correlation with Tau Significant Findings

PET than BD-pTau217

Tau Stage Correlation (eMTBR) Correlation (BD-pTau217)

BD-pTau217 outperforms pTau217 in detecting positive
amyloid pathology

Analyte AUC (p<0.0001)

» Analysis of plasma samples spanning the AD continuum identified key biomarkers
including brain-derived and total Tau proteoforms, eMTBR-Tau, NPTX2, GFAP, ARSA
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