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A Case of Alzheimer's Disease; An Autopsy Report

Seol-Heui Han, M.D., Kun-Kuk Lee, M.D.», Ki-Hwa Yang, M.D.,
Soun-Hoan Tjang, M.D.!

Department of Neurology, Pathology*, Chungbuk National University College of Medicine, Cheongju;
Department of General Toxicology', National Institute of Toxicological Research, House of Grace’,

While the clinical diagnostic accuracy of probable Alzheimer's disease (AD) is 87-96 % with
a diagnostic sensitivity/specificity of 0.81-0.87, the unequivocal diagnosis of AD rests on histo-
pathological evidence at brain autopsy and/or biopsy. We report here a 92-year-old woman
whose clinical presentation suggested a far advanced Alzheimer's disease. Formal neuropsy-
chological evaluations were not applicable due to severe cognitive impairments. With a rela-
tively good general physical condition she could walk with aid during her last days. No focal
neurological signs were noted on a detailed examination. Brain MRI revealed a diffuse cortical
atrophy with a marked reduction in the hippocampal volume. The brain obtained weighed 780
g. The cerebral hemispheres examined after fixation disclosed moderately severe atrophy in
prefrontal and temporal lobes. On coronal section, the hippocampus was likewise severely
atrophied, the lateral ventricles were moderately dilated. On microscopic examination, there
were numerous senile plaques and neurofibrillary tangles in the neocortices, hippocampus
and amyglada, compatible with advanced Alzheimer's disease. In summary, we report the
first Korean autopsy-proven case with advanced Alzheimer's disease.
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Fig. 1. T1-weighted axial (A), coronal (B) and sagittal (C) MR images showing marked hippocampal and cortical atrophies with mod-
erately dilated ventricles.

Fig. 2. A: Lateral aspect of left cerebral hemisphere discloses moderately severe gyral atrophy in the prefrontal and temporal lobes and
mild atrophy in the parietal lobe. B: Coronal sections at the level of the thalamus show moderate dilatation of the lateral ventricle and
markedly reduced volume of the hippocampus.
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Fig. 3. Photomicrograph discloses moderate loss of pyramidal cells with astrogliosis in temporal cortex (A). Higher power magnifica-

tion of layer -1l (B), and corpora amylacea in layer | (C).

Fig. 4. Photomicrograph of the hippocampal CA1 region discloses
marked loss of pyramidal cells and numerous ghost tangles (H&E
staining, magnification, x 400) (A). Bielschowsky silver stain shows
a few neurofibrillray tangles in the remaining pyramidal cells and
ghost tangles and senile plaques (Magnification, x 400) (B).
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Fig. 5. Bielschowsky silver stain of the temporal cortex discloses numerous senile plagues mainly in the upper region (A). Higher
power maghnification of layer Il of the temporal cortex (B) shows numerous neuritic plaques. Higher power magpnification of layer Il of
the frontal cortex (C) shows some burnt out senile plaques (Original magnifications, A: x 400; B, C: x 100).
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