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A, B: Brain MRI (FLAIR image)

The axial sections of the brain show high intensity lesions in the right frontal base, temporal, parietal,

occipital cortices and cingulate gyrus.

C: MRI diffusion-weighted image shows slight high intensity in the superficial areas of the right pos-

terior hemispheric lesions, as does the FLAIR image.

D: MRA demonstrated slight atherosclerosis but no obstruction of cortical arteries.
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Fig. 2 Macroscopic appearance of coronal section at the

level of subthalamic nucleus: the right cerebral hemi-

sphere is atrophic and presents with softening, especially 9 Waller ZM12 & ), ZEBEMOHABENEZR L THAIC
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Fig. 3 The left cerebral hemisphere is relatively well preserved (A, D). The right cerebral hemi-
sphere shows marked atrophy, ill-circumscribed extensive softening and gliosis in the temporal, in-
sular and cingulate cortices (B, C, E, F) as well as precentral gyrus (arrow) (C, F). The white matter
of the right cerebral hemisphere shows loss of myelin and gliosis.

A, B, C: Kliiver-Barrera stain, D, E, F: Holzer stain
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Fig. 4 The right superior temporal cortex shows destruction of cortical architecture with mild infil-
tration of inflammatory cells (A). Higher magnification of the area indicated by an arrow in section
A shows meningeal infiltration of lymphocytes and macrophages (B). Higher magnification of a
square in section A shows severe neuronal loss and reactive gliosis with lymphocytic infiltration

(C). Proliferation of rod-shaped microglia (arrows) is seen (D).
Hematoxylin-eosin stain, bar = 200um (A), 50um (B, C, D).
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Abstract
An autopsy case of Lissauer’s general paresis with rapidly progressive left hemiparesis

Hiroko Kato, M.D.”, Mari Yoshida, M.D.”, Tetsuo Ando, M.D.",
Makoto Sugiura, M.D.” and Yoshio Hashizume, M.D.”
YDepartment of Neurology, Anjo Kosei Hospital
“Institute for Medical Science of Aging, Aichi Medical University

A 48-years old man presented with slowly progressive bradykinesia, personality change and rapidly progres-
sive left hemiparesis. On admission, he presented dementia, poor judgment, left hemiparesis. MRI revealed a wide-
spread high intensity area in right hemisphere and MRA was almost normal. Serological tests of serum and CSF
demonstrated high titers of antibodies to Treponema pallidum. He was treated for syphilis with daily penicillin in-
jections without improvement. He died of sepsis eight months after admission.

At autopsy, the brain weighed 1,100 g and the right cerebral hemisphere was atrophic, especially in frontal
base, temporal, parietal, angular, and posterior regions covered by thickened, fibrotic leptomeninges. Microscopi-
cally, chronic meningoencephalitis was observed. Severe neuronal loss with gliosis was seen in the right cerebral
cortices. Scattered rod-shaped microglia and inflammatory cell infiltration were visible in the cerebral paren-
chyma. The dorsal column of the spinal cord was not involved and meningovascular syphilis was unclear. The dis-
tribution of the encephalitic lesions was well correlated with the clinical and neuroradiological findings. This was a
rare autopsy case presenting Lissauer’s general paresis, clinically manifesting as rapidly progressive stroke-like
episode.

(Clin Neurol, 49: 348—353, 2009)
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