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Fig. 1 Brain MRI on December, 2004.
A: Diffusion weighted image (Axial, 1.5T; TR 8,000 ms, TE 79.4 ms) shows no abnormality.
B, C: Fluid attenuated inversion recovery (FLAIR) image (Axial, 1.5T; TR 10,000 ms, TE 100 ms)
and T2 weighted image (Axial, 1.5T; TR 2,500 ms, TE 36.7 ms) shows hyperintense signal lesions in
the bilateral occipital lobes.
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Fig. 2 Course of brain MRL
A: T2 weighted image (T2WI) (Axial, 1.5T; TR 3,000.0 ms, TE 65.3 ms) on admission (April 2009)
shows hyperintense signal lesions in the white matter of bilateral occipital lobes.
B: Gadolinium-enhanced T1 weighted image (Axial, 1.5T; TR 500.0 ms, TE 9.0 ms) on admission
shows no abnormal contrast enhancement in the diseased lesion.
C: T2WI (Axial, 1.5T; TR 3,000.0 ms, TE 64.8 ms) 6 months after hospitalization shows an exacerba-
tion compared with an image on admission.
D: Gradient echo T2* weighted image (T2*WI) (Axial, 1.5T; TR 600.0 ms, TE 20.0 ms) 6 months af-
ter hospitalization shows multiple hypointense signal lesions in the cortex and subcortex of the left
temporal and occipital lobe.
E: ToWI (Axial, 3T; TR 4,289.0 ms, TE 95.6 ms) 5 months after brain biopsy (June, 2010) shows a re-
markable regression of the hyperintense signal lesions seen in the white matter of the bilateral oc-
cipital lobes.
F: T2*WI (Axial, 3T; TR 7,000.0 ms, TE 30.0 ms) 5 months after brain biopsy shows an exacerba-
tion of the hypointense signal lesions in the cortex and subcortex of the left temporal and bilateral

occipital lobes.
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Fig. 3 Brain biopsy.
A: Immunohistochemistry for AB1-42 shows the presence of amyloid deposits in the subarachnoidal
and cortical vessel walls and diffuse amyloid plaques.
Anti AB1-42 antibody immunohistochemistry. Original magnification X 40
B: Immunohistochemistry for AB35-40 clearly shows the presence of amyloid deposits in the sub-

arachnoidal and cortical vessel walls.

Anti AB35-40 antibody immunohistochemistry. Original magnification X 40
C: Perivascular infiltration of inflammatory cells in the subarachnoidal arteries with AB35-40 depos-

its.

Anti AB35-40 antibody immunochemistry. Original magnification X 200
D: Perivascular microhemorrhage and transmural infiltration of a few lymphocytes, eosinophils,

and giant histiocytes (arrow) around the vessels.

Hematoxylin and eosin staining. Original magnification x 200
E: Perivascular infiltration of inflammatory cells in the subarachnoidal thickened arteries.
Hematoxylin and eosin staining. Original magnification X400
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Abstract

A case of cerebral amyloid angiopathy with reversible white matter lesions and multiple
cerebral microbleeds

Yasushi Hosoi, M.D.", Tsuyoshi Uchiyama, M.D.", Mari Yoshida, M.D.”, Daisuke Takechi, M.D.?,
Takako Shimizu, M.D.", Toshihiko Ohashi, M.D."” and Yoshiro Otsuki, M.D.”
"Department of Neurology, Seirei Hamamatsu General Hospital
*Institute for Medical Science of Aging, Aichi Medical University
“Department of Internal Medicine, Seirei Hamamatsu General Hospital
"Department of Pathology, Seirei Hamamatsu General Hospital

A 59-year-old woman presented with a 7-year history of headache. She showed no neurological abnormality.
T, weighted magnetic resonance (MR) images showed a hyperintense signal in the white matter in the bilateral
parieto-occipital lobe without abnormal enhancement. A small amount of prednisolone was administered for rheu-
matoid arthritis. After prednisolone was discontinued, the T, weighted images showed an expansion of the hyper-
intense signal lesions seen in the white matter, and T.* weighted image showed multiple foci of petechial bleeding
in the cortex and subcortex of the bilateral occipital lobe. A brain biopsy specimen from the right occipital lobe re-
vealed deposition of amyloid in the subarachnoidal and cortical vessel walls and transmural infiltration of a few
lymphocytes, eosinophils, and giant histiocytes. Subsequently the patient was diagnosed with central nervous sys-
tem vasculitis associated with cerebral amyloid angiopathy (CAA). After 5 months, the T, weighted images
showed a remarkable regression of the hyperintense signal lesions in the white matter of the bilateral parieto-
occipital lobe without the administration of any maintenance immunosuppressive agents. However, T,* weighted
image showed an increase of multiple cortico-subcortical foci of petechial bleeding. Her headache did not improve
during the illness. Thus, we should consider the diagnosis of CAA when patients present with reversible white
matter lesions and multiple cerebral microbleeds simultaneously.
(Clin Neurol 2012;52:90-95)
Key words: cerebral amyloid angiopathy, reversible white matter lesion on magnetic resonance image, brain biopsy,

granulomatous angiitis of the central nervous system




