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Figure caption

Supplementary Figure. Common and uncommon clinical phenotypes of Alzheimer’s disease
(AD) and the relative frequency of differential diagnoses for each phenotype (including only
neurodegenerative diseases). Common phenotypes are phenotypes where AD is a common
underlying pathology, while uncommon phenotypes are phenotypes where AD is not the
most frequent underlying pathology. LATE = limbic-predominant age-related TDP-43
encephalopathy; PART = primary age-related tauopathy; AGD = argyrophilic grain disease;
FTLD = frontotemporal lobar degeneration; LBD = Lewy body disease; CTE = chronic
traumatic encephalopathy; PRNP = PRioN protein; CBD = cortico-basal degeneration; TDP =
TAR DNA-binding protein; FUS = fused in sarcoma; PSP = progressive supranuclear palsy; PPA
= primary progressive aphasia'
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