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Basal Ganglia in Aging and Dementia
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The neostriatum, nucleus accumbens and basal nucleus of meynert (bnM) in Alzheimer s
disease (AD), progressive supranuclear palsy (PSP) and parkinsonism-dementia complex
of Guam (GuamPDC) were examined immunohistologically, ultrastructurally, quantitatively
and topographically. Compaired to neurologically normal controls, the number of large
neurons was reduced by approximately 65% in the caudate nucleus and putamen in these
diseases and especially, in AD and GuamPDC, by more than 9% in the nucleus accumbens.
The decreased number of large neurons in the neostriatum was significantly correlated
to that in the bnM in AD and GuamPDC, but not in PSP. The remaining large neurons
in the neostriatum and nucleus accumbens of these three diseases contained neurofibrillary
tangles (NFTs). The NFTs were composed varying amounts of 21-to 25-nm wide paired
helical filaments admixed with straight tubules (STs) in AD and GuamPDC, and composed
mainly of STs in PSP. Extremely severe loss of large neurons in the nucleus accumbens
in AD and GuamPDC may be linked to marked degeneration of the limbic and ventral
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tegmental areas and nucleus dorsal raphe.
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Control (n=6) |68.8+8.4]1282+67 [116+27|108+23 [217+55 |53.0+17 [190+28 | 21865 (925156 |54122+12269|51492+9195
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Alzheimer’s disease
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