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Clinical Significance of Amyloid PET
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— Amyloid-B accumulation (CSF/PET)
— Synaptic dysfunction (FDG-PET/MRI)
— Tau-mediated neuronal injury (CSF),
— Brain structure (volumetric MRI)
— Cognition

— Clinical function
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Positive amyloid imaging cognition
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Markers of neuronal injury | Evidence of subtle

Stage | Description AP (PET or CSF) (tau, FDG, sMRI) cognitive change
Stage 1 | Asymptomatic cerebral Negative Neagtive

amyloidosis
Stage 2 | Asymptomatic amyloidosis Positive Negative

+ “downstream” neurodegeneration
Stage 3 | Amyloidosis + neuronal injury Positive Positive

+ subtle cognitive/behavioral decline

Abbreviations: AD, Alzheimer’s disease; Ap, amyloid beta; PET, positron emission tomography; CSF, cerebrospinal fluid; FDG,
(Cik 2 L 51HD

fluorodeoxyglucose (18F); sMRI, structural magnetic resonance imaging.
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