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Amyloid PET and Preclinical AD
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» AD:Probable AD, Possible AD
Core clinical criteriaZ /= B (XEIEHE DRELELL
» MCI

v Core clinical criteria: EEER 2T CAHYDLSB, FTLD, VaD%
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v' Clinical research criteria : ABERED/\AFT—hH—D[51EIZH D,
MCI due to AD

» Preclinical AD
v/ Stage 1 asymptomatic cerebral amyloidosis
v' Stage 2 amyloid positivity + evidence of synaptic dysfunction
and/or early neurodegeneration
v' Stage 3 amyloid positivity + evidence of neurodegeneration
+ subtle cognitive decline
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