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Fig. 1 Neurological findings on admission.

He had more difficulty in writing Hiragana words (A) than Katakana words (B). He had difficulty in writing Kanji words (C).
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Fig. 2 The result of Standard Language Test of Aphasia (SLTA) on admission and three months and a year after admission.
He had severe difficulty in the items on writing Hiragana as well as Kanji words on admission. While the SLTA questions for explaining picture
stories and sentence repetition got worse, the items for writing Kana and Kanji words improved three months and a year after admission.
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Fig. 3 Brain MRI findings on admission.
Axial T,-weighted brain MRI (3 T; TR 4,000 ms, TE 98 ms) (A-E, K, M) demonstrates a hypointense band surrounding the surface of the
cerebral cortex (K, M, white arrows), together with mild cerebral cortex atrophy. Gradient echo T,*-weighted imaging (3 T; TR 615 ms, TE

12 ms) (F-J, L, N) of the axial sections shows low intensity lesions suggestive of hemosiderin deposition on the cerebral cortex (H-]), less on

the surface of the brainstem and cerebellum (E G). T,*-weighted imaging reveals convexity subarachnoid hemorrhage (I, J, red arrows). T,*-

weighted imaging reveals characteristic bilinear ‘track-like’ appearance on the surface of the cerebral cortex suggestive of cortical superficial

siderosis (L, N, white arrowheads).
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Fig. 4 MRI voxel-based specific regional analysis system for Alzheimer’s disease (VSRAD).

Cortical atrophy was observed predominantly on the frontal and parietal lobe, less on the medial temporal lobe (A: axial view). In particular, the

atrophy of the anterior cingulate gyrus was noticeable (B: 3D image).
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Fig. 5 Z[-IMP-SPECT on admission.
Cerebral blood flow decreased dominantly in the left hemisphere, particularly in the frontal and parietal lobes (A-F). Three dimensional-SSP

SPECT images showed uptake reduction dominantly in the left frontal lobe (G-J).
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Abstract

Classical cortical superficial siderosis presenting as extensive higher brain dysfunction
with hypoperfusion in the frontoparietal lobe on the Z2I-IMP-SPECT: a case report

Hiroki Fujii, M.D., Ph.D.", Takafumi Iryo, M.D.”, Naoko Mine, M.D.",
Hayato Matsushima, M.D., Ph.D.? and Takeshi Kitamura, M.D., Ph.D.V

D Department of Neurology, Chugoku Rosai Hospital

A 72-year-old male developed neurological symptoms such as difficulty in charging his electronic money card and
making his mobile-phone call ten months before admission. On admission, neurological examination revealed extensive

higher brain dysfunction such as impairment in recent memory, executive function disorders, constructional disturbance,
agraphia and acalculia. Brain MRI revealed a low intensity lesion on the surface of the cerebral cortex diffusely and
symmetrically on T,*-weighted images. MRI images are consistent with superficial siderosis. However, the lack of
hemosiderin deposition in the brain stem and cerebellar hemisphere was atypical of the classical type of superficial
siderosis. »[-IMP-SPECT revealed hypoperfusion dominantly in the left hemisphere, particularly in the left frontal and
parietal lobes. According to the Boston criteria, the patient with the cerebral microbleeds and cortical superficial

siderosis was diagnosed with probable CAA (cerebral amyloid angiopathy).

(Rinsho Shinkeigaku (Clin Neurol) 2023;63:505-512)
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