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Alzheimer's Disease

-Report of two cases

Hee Sung Kim, M.D.*, Yeon-Lim Suh, M.D.
Kyung-Sue Hong, M.D.** and Duk Lyul Na, M.D **=*

Department of Diagnostic Pathology, Neuropsychiatrics®* and Neurology*®** Samsung Medical Center,
and Department of Pathology, Seoul Mational University College of Medicine®

Alzheimer’s disease (AD) is the most common etiology of dementia, that has not been
previously reported in Korea. We have experienced two cases of Alzheimer's disease, one
occurred in a 53-year-old man with dementia and the other occurred in a 36-vear-old woman
with a family history of early onset dementia. A neocortical biopsy was done to rule out the
cause of dementia and showed diffusely scattered numerous senile plagues and neurofibrillary
tangles in cortex of both cases. Interestingly, GFAP, an immunohistochemical stain showed strong
positivity in neuritic plaques and the surrounding fibrillary gathering. {Kurtan J Pathol 1997;
3: 167 ~173)
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Fig. 1. Coronal view of brain MRI {case 2) shows mild
atrophy of the cerchral corex,
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Fig. 2. The senile plagues in the cerebral cortex of case Fig. }. Numerous variable sized senile plaques scattered
1. They are round and silver positive. (PAS- silver stain). throughout the cerebral cortex in case 2. (PAS-silver).

Fig. 4. Mature type of senile pla-
que, showing PAS positive amy-
loid deposit in its center (left) and
the silver positive fragmented cell
processes surrounding an amyloid
core (right).
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Fig. 5. Bodian stain (case 1) reveals flame-shaped neuro- Fig. 6. Bodian stain (case 2) shows curved or loop shaped
fibrillary tangles in the perikaryon of the pyramidal neu- neurofibrillary tangles in the perykarya of the neuron
rons. '

Fig. 7. Immunohistochemical stain
using GFAP antibody reveals
strong positive reaction in senile
plagues and hyperrophic astro-
cyles,
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Fig. & Immunohistochemical stain vsing neurofilament anti-
body shows senile plagues with fragmented and swollen
cell processes.
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