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We thank the authors for their interesting comment in reference to the cross-sectional study
of PiB imaging of amyloid burden in Parkinson’s disease (PD), PD with mild cognitive
impairment, PD dementia (PDD), and dementia with Lewy bodies (DLB).1 The authors
assert that in this study we “described no striatal β-amyloid (Aβ) deposition.” This is
incorrect. In fact, our SPM analyses showed higher PiB DVR in DLB compared with HCS
in both cortical and subcortical structures. The goal of the study was to relate cortical PiB
binding to cognitive performance. We did not focus on striatal PiB burden. In a previous
study,2 we reported higher striatal PiB burden in DLB than in HCS, whereas striatal PiB
burden was comparable between PDD, PD, and HCS. These data are consistent with prior
neuropathological reports comparing β-amyloid burden in the striatum in DLB and PDD,3,4

which differ from that of the authors.5

We agree with the authors that PiB differentially labels β-amyloid species. PiB binds
neuritic (cored) plaques, binds some but not all diffuse plaques, and does not bind soluble β-
amyloid species.6–8 PiB is unable to report on β-amyloid variants that it does not bind.
Differential PiB binding of amyloid species may indeed contribute to differences between
pathologic studies and amyloid imaging reports. Molecular brain imaging assesses mean
levels on a macroscopic scale of a signal of interest, in this case PiB binding. Such a tool
cannot provide the microscopic resolution of neuropathology. Despite these caveats, PiB’s
capacity for antemortum assessment of amyloid burden, years before pathological evaluation
is available, is proving useful in exploring the contributions of molecular species to disease.
For example, we have found that baseline amyloid burden is a risk factor for subsequent
cognitive decline in a longitudinal cohort of nondemented PD subjects.9
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