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Background & Aim

Amyloid-B (AB), a core biomarker of Alzheimer’s disease (AD) [1], is commonly
quantified using standardized uptake value ratio (SUVR) or Centiloid (CL)
approaches, which rely on predefined thresholds for determining amyloid
positivity [2,3]. These cut-off values are study-specific and may vary depending
on several factors, including the image processing pipeline, reference region
selection, and cohort characteristics [2,4].

In this study, we aimed to develop a data-driven deep learning model capable
of learning an Alzheimer’s disease AP continuum directly from AB PET scans,
enabling threshold-free and biologically meaningful clustering of individuals.

Results

1. petVAE reconstructed AB PET slices with high accuracy
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3. Clusters AB+ and AB++ are associated with

elevated risk of progression to AD

2. Four subgroups along the AB continuum show distinct AD biomarker profiles
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