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A Case of Biopsy-proven Young-onset Alzheimer’s Disease with
Superimposed Parkinsonism

Eun Jung Choi, M.D., Hyun Bang, M.D., Joo Hyuck Im, M.D., Jae-Hong Lee, M.D.

Department of Neurology, Asan Medical Center, University of Ulsan College of Medicine, Seoul, Korea

Extrapyramidal signs (EPSs) frequently accompany Alzheimer's disease (AD). However, the
pathogenesis or pathologic basis for the EPSs in AD remains unclear. We report a case of pre-
senile onset progressive dementia later associated with hemiparkinsonism. Brain biopsy showed
neurofibrillary tangles and amyloid plaques, compatible with Alzheimer's disease. There are a
few reports about dopamine transporter imaging of AD with EPSs. |-123 IPT SPECT revealed a
decreased uptake in both basal ganglia, more severe on the left side and in the caudal puta-
men, which is consistent with the finding of idiopathic Parkinson’s disease. Alzheimer's disease
and Parkinson’s disease are thought to be coexistent in our patient.
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Fig. 1. Brain MRI showed diffuse atrophic changes in both
frontal and temporal lobes.
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Fig. 2. Brain perfusion SPECT showed decreased perfusion in
left frontal, parietal, and temporal lobes compared with right
side.

LT RT
BG/OCC Ratio % avnormal BG/OCC Ratio % av normal
60+ 171 50.3% 2.03 59.7%
120% 1.59 37.3% 2.12 49.8%

Fig. 3. 1-123 IPT dopamine transporter images showed a
decreased uptake in both basal ganglia, more severe in caudal
putamen and on the left side.
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Fig. 5. (A) Brain F-18-FDG PET showed a markedly decreased
uptake in both frontal, parietal, and occipital lobes compared
with normal control (B).
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Fig. 4. Brain biopsy showed neurofibrillary tangles and several
neuritic plaques on H&E stain (A) and Bielschowsky stain (B).
(C) Electron microscopy showed radiating filamentous structures
with surrounding degenerated neurities, compatible with amyloid
plaques.
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