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Background: Primary progressive aphasia (PPA) is a clinical dementia syndrome characterized by 
asymmetric atrophy of the language-dominant hemisphere. Alzheimer’s disease neuropathology (AD) 
is present in ~40% of PPA cases. Previous cross-sectional studies examining the relationship between 
cognitive function and tau PET have reported a close relationship. However, most studies have been in 
amnestic AD. 
 
Objective: Examine flortaucipir PET burden and cortical thickness relationships with naming in aphasic 
AD. 
 
Methods: Seventeen PPA participants with suspected underlying Alzheimer’s disease pathology (18F-
florbetapir cortex to whole-cerebellar SUVR > 1.17) underwent 18F-flortaucipir PET, structural MR 
imaging, and neuropsychological testing. Eight participants received follow-up neuropsychological 
testing one year later. T1-weighted Freesurfer v6.0.0 reconstructions provided Desikan-Killiany 
segmentations and surfaces for Rousset (Baker, et al. 2017) and Müller-Gärtner partial volume 
correction (PVC). The hotspot-removed inferior cerebellar grey from Baker et al. was used as a 
reference region in all analyses. A general linear model at every surface vertex was used to determine 
significant associations between tau PET, cortical thickness, and Boston Naming Test (BNT). Baseline 
tau burden and cortical thickness were used to predict the decline in naming over the following year. 
All analyses were corrected for multiple comparisons with FDR q=0.05 criterion. 
 
Results: There was a significant relationship between BNT and cortical thinning in the left middle and 
anterior temporal regions at baseline. The association between BNT and tau burden was more 
widespread. Eight participants with follow-up testing revealed no significant relationship with change 
in BNT and baseline cortical thickness. Conversely, tau burden across distributed regions significantly 
predicted the decline in the BNT. Regional analyses with Rousset PVC replicated all findings. 



 
Conclusions: In the aphasic variant of AD, focal atrophy is more closely linked to clinical symptoms 
while distributed tau burden is correlated with current naming ability and decline. 
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