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Fig. 1 a, b) Magnetic resonance imaging (MRI) on admission, c-e) Brain biopsy including arach-

noid membrane and cortex. a) Fluid attenuated inversion recovery (FLAIR) imaging: TR 8,000

ms; TE 114 ms. Mainly left-sided, asymmetrical subcortical hyperintense lesions are seen. b) T2*

weighted imaging: TR 620 ms; TE 20.0 ms. Microbleeds are seen as hypointense lesions. ¢) eosin-

ophilic materials deposit in vascular walls with double-baring. hematoxylin-eosin staining d) De-

position of B amyloid is apparent in small arteries. amyloid P staining e) T cells are also present

around these vessels. CD3 staining, Bar =50 um.

filic, B 36mg/dl (MHE 8lmg/dl) & L&A, %k 0.7
fil/mm®, Alb 479.8¢g/dl, I =V Y ¥EHMEN 42pg/mL, B
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Fig. 2 Clinical cource of the patient and the change in MRI finding. FLAIR imaging (TR 8,000 ms;
TE 114 ms). Mainly left-sided, asymmetrical subcortical hyperintense lesions were present on ad-

mission. Hyperintense lesions showed progressive spread. Lesions improved after introduction of

methylprednisolone therapy. MMSE, Mini-Mental State Examination; mPSL, methylprednisolone;

PSL, prednisolone.
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Abstract

Cerebral amyloid angiopathy-related leukodystrophy: a case report

Takeshi Iwanaga, M.D."”, Nobuyuki Kaneko, M.D."”, Hirotake Nishimura, M.D.” and Kazumi Kimura, M.D."
"Department of Stroke Medicine, Kawasaki Medical School
“Department of Pathology, Kawasaki Medical School
“Department of Stroke Medicine, Okayama Red Cross Hospital

An 86-year-old woman was admitted following generalized seizure. Postictally she showed disturbance of
consciousness, right hemiparesis, and right spatial neglect. Brain fluid attenuated inversion recovery (FLAIR) im-
aging demonstrated mainly left-sided, but asymmetrical, subcortical white matter lesions. On the second day, level
of consciousness improved, along with right hemiparesis and right spatial neglect. Electroencephalography dis-
played mainly oo waves and sporadic 6 waves without sharp waves. One week later, however, the patient again ex-
perienced somnolence and right hemiparesis. FLAIR revealed day-by-day enlargement of white matter lesions.
The possibilities of hypoglycemia, hyperammonemia, hypothyroidism, Hashimoto encephalopathy, collagen dis-
ease, antineutrophil cytoplasmic antibody-related angiitis, and infection were excluded based on the results of
blood biochemistry and cerebrospinal fluid. We initially suspected intravascular lymphoma, so random skin biopsy
was performed, but the results were negative. We then suspected cerebral amyloid angiopathy because of the
presence of dementia and multiple microbleeds on T,* weighted magnetic resonance imaging. Cerebral biopsy re-
vealed amyloid deposition in cortical arterioles and CD3-positive T cells in the perivascular space. Cerebral amy-
loid angiopathy-related leukodystrophy was therefore diagnosed and immunosuppressive treatment was started.
After 14 days of treatment, clinical symptoms and results of FLAIR imaging were significantly improved. When
patients display asymmetrical subcortical white matter lesions with microbleeds on T,* weighted imaging, amy-
loid angiopathy-related inflammation should be considered.

(Clin Neurol 2012;52:585-588)
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