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Fig. 1 MRI on admission.
(A) DWI (1.5 T; Repetition time (TR) 3,800; Echo time (TE) 80) showed high signal intensity from the occipital lobe to the temporal
lobe. (B) FLAIR images (1.5 T; TR 8,000; TE 106) showed swelling of the cortex of the left temporal lobe. (C) T,*-weighted images
(1.5 T; TR 650; TE 20) showed no microbleeding. (A-C) Manufacturer: SIEMENS; model name: Avanto.
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Fig. 2 MRI showed extensive brain legion with diffuse leptomeningeal enhancement.
(A) DWI (1.5 T; TR 3,300; TE 70.1) performed on day 36 of hospitalization showed high signal scattered lesions in the bilateral cerebrum. (B, C)
MRI performed on day 67 of hospitalization. (B) FLAIR images (3 T; TR 12,000; TE 92) showed high signal along the sulcus in the cerebral
hemispheres and enlargement of the ventricle. The left occipital lobe lesion progressed in FLAIR images. White arrowheads indicates the brain
biopsy site. (C) Gadolinium enhanced T;-weighted image (3 T; TR 16; TE 4.7) showed diffuse leptomeningeal enhancement in the bilateral

cerebral and cerebellar hemispheres. (A-C) Manufacturer: SIEMENS; model name: Prisma.

Fig. 3 Histopathological features of the biopsy specimen.
(A) Hematoxylin and eosin staining. A leptomeningeal artery showingdestruction of the wall and thrombus within the lumen. Note the conspicuous
inflammatory infiltrates and multinucleated giant cells in the arterial wall and adjacent subarachnoid space. Ischemic changes are evident in the
nearby cerebral cortex. (B) Immunostaining with diaminobenzidine as the chromogen. A serial section of (A) demonstrating strong immunoreactivity
for amyloid-p (AB) within the arterial wall and cytoplasm of a giant cell. There was no immunoreactivity in the cerebral parenchyma. Bar = 100 um

for A and B.
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Fig. 4 MRI after steroid treatment showed a large number of microbleeding.
(A, B) MRI performed on day 100 of hospitalization. (A) FLAIR image (3 T; TR 10,000; TE 98) showed a new lesion in the right occipitoparietal
lobe. (B) T,*-weighted image (3 T; TR 600; TE 10) showed slight microbleeding (black arrowheads in the magnified image). Superficial
hemosiderosis associated with the brain biopsy was also observed in the left temporooccipital lobe. (C) Susceptibility-weighted imaging (SWI)
(3 T; TR 58.6; TE 41.208) performed on day 122 of hospitalization, which was after steroid treatment, increased microbleeding. (A, B) Manufacturer:
SIEMENS; model name: Prisma. (C) Manufacturer: GE MEDICAL SYSTEMS; model name: DISCOVERY MR750w.
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Fig. 5 Clinical course.

(A) Outline of the course of treatment and symptoms. (B, C) Despite the enlargement of subcortical white matter lesions and leptomeningeal

lesions (C), no hemorrhagic lesions were detected in T,*WI (B). After treatment, neurological symptoms and leptomeningeal lesions improved,

while increased microbleeding was detected in SWI (B). The horizontal axis represents the number of days of hospitalization. (C) Relative

extent of enlargement for subcortical white matter lesions and leptomeningeal enhancement lesions. IVMP, intravenous methylprednisolone;

PSL, prednisolone; T,*WI, T,* weighted image; SWI, susceptibility-weighted image.
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Amyloid B-related angiitis presenting extensive brain involvement
without detection of hemorrhagic lesions: A case report

Yuya Hatano, M.D.?, Akihiro Sugai, M.D., Ph.D.”, Takuma Yamagishi, M.D.Y,
Akihiro Nakajima, M.D."”, Akiyoshi Kakita, M.D., Ph.D.” and Osamu Onodera, M.D., Ph.D."”

UDepartment of Neurology, Brain Research Institute, Niigata University

“Department of Pathology, Brain Research Institute, Niigata University

In amyloid B-related angiitis, cortical or subcortical microbleeding or cortical superficial siderosis supports clinical
diagnosis. However, here we present a 75-year-old female case of amyloid B-related angiitis that did not initially show

these lesions. The patient developed right homonymous hemianopia and aphasia, and subsequently became comatose.

Her brain lesions progressed extensively from the left occipital lobe to the bilateral cerebral hemispheres, with diffused
leptomeningeal lesions and scattered DWI high-intensity lesions. After pathological diagnosis, steroid treatment
improved her symptoms as well as imaging findings. No hemorrhagic lesions were detected in the T,*-weighted imaging

performed before treatment. However, susceptibility-weighted imaging performed after treatment showed a number of

lesions with microbleeding. The clinical features of amyloid B-related angiitis that do not show hemorrhagic lesions at
onset should be investigated for rapid therapeutic intervention in the future.

(Rinsho Shinkeigaku (Clin Neurol) 2020;60:187-192)
Key words: amyloid p-related angiitis, leptomeningeal legion, microbleeding, T,*-weighted imaging, susceptibility-weighted

imaging




