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INTRODUCTION: AD shows marked heterogeneity in atrophy patterns, cognitive symptoms, vascular burden, and clinical progression. Fluid biomarkers indicate whether
AD pathology is present, but they do not capture where neurodegeneration begins or how it spreads. We applied SuStaln to biomarker-confirmed AD to map

spatiotemporal atrophy trajectories, characterize subtype-specific cognitive and vascular profiles, and test prognostic performance against established biomarkers.
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