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AL NV L7z, 55 159 H IS HEAT L 72805 MRI
Tl, susceptibility-weighted imaging (SWI) _k Cij 254 —
BHTHZE /FERICHE S D CMBs &, I3 O - Bk
12 ¢SS &AL 7z (Fig. 2A, B). T, @M {%_ Lo EPVS I,
LA (/) 12 10 fEAREE, IR LA b D 20
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#o 72 (Fig. 2C, D).
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NROIMEEE DRI Gett 2 AL, CAA IZHERIY & SN 5 IERE
DAt (double barrel vessel) #* & & ¥ 7= (Fig. 3A). Wit

Fig. 1 Brain CT (obtained on admission).

Brain CT demonstrates the hematoma (estimated volume 63 m/) in the right temporo-parietal lobe with subarachnoid

hemorrhage, edema and midline shift (A, axial view; B, coronal view). A right parasagittal extra-axial calcified lesion is

considered as a meningioma (A: asterisk).

Fig. 2 Brain MRI (obtained 15 days after the cerebral hemorrhage development).
MRI is performed with a 3.0-T scanner. Susceptibility-weighted imaging (A, B: TR, 27 ms; TE, 20 ms; FA; 15°; Slice thickness, 3 mm) shows
two strictly lobar CMBs in left occipital lobe (A: arrow heads) and focal cortical superficial siderosis in the left central sulcus (B, arrow).
T,-weighted imaging (C, D: TR, 4,500 ms; TE, 89 ms; FA; 180°; Slice thickness, 6 mm) shows dot-like hyperintensities (about 10 or more
lesions) characteristic of enlarged perivascular spaces in the left basal ganglia (C) and linear hyperintensities (about 20 or more) typical of

enlarged perivascular spaces in the left centrum semiovale. However, those enlarged perivascular spaces are not clearly seen because of the

patient’s motion artifact.
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Fig. 3 Pathological findings (1).
Serial sections (A, Congo red; B, AB40 immune stain; C, AP42 immune stain) of the evacuated hematoma show amyloid depositions with bright

yellow color birefringence in polarized light microscopy (A: arrow indicates representative lesion) affecting the whole circumference of

thickened small vessels and double barrel vessel (A: arrowheads), definitely positive amyloid-p40 (B), and weak positive amyloid-p42 (C).

Scale bars represent 100 pm.

Fig. 4 Pathological findings (2).
Confocal microscopy of double-immunolabeled vessel (green, smooth

muscle actin; red, pan-amyloid) shows focal disappearance of smooth
muscle cells at the site of amyloid burden (B). Scale bar represents
20 pm.
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i 838 + 253 pg/mi™) & % 4 (KT L, 2415 D AB40/AB42
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Fig. 5 Brain MRI obtained one month before the onset of symptomatic intracerebral hemorrhage at a regional memory clinic.
MRI is performed with a 1.5-T scanner. T,*-weighted imaging (TR, 600 ms; TE, 25 ms; FA, 20°; Slice thickness, 6 mm) shows
multiple strictly lobar CMBs in occipital lobes (A: arrow heads) and focal cortical superficial siderosis in the left central sulcus
(B, arrow). T,-weighted imaging (TR, 4,000 ms; TE, 106 ms; FA, 180°; Slice thickness, 6 mm) shows dot-like hyperintensities

(12 lesions) characteristic of enlarged perivascular spaces in the left basal ganglia, as well as dot-like (arrow) and linear (arrowhead)

hyperintensities (44 lesions) typical of enlarged perivascular spaces in the centrum semiovale.
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Abstract

Pre-critical MRI findings of an Alzheimer’s disease patient
with pathologically proven cerebral amyloid angiopathy related lobar hemorrhage

Toshihiro Nonaka, M.D.", Yusuke Yakushiji, M.D., Ph.D."”, Toshihiro Ide, M.D.",
Hiroshi Ito, M.D.?, Kazuhiro Kawamoto, M.Eng.D and Hideo Hara, M.D., Ph.D.”

YDivision of Neurology, Department of Internal Medicine, Saga University Faculty of Medicine
“Department of Neurosurgery, Saga University Faculty of Medicine

An 85-year-old woman with untreated hypertension was admitted with a disturbance of consciousness. On
admission, brain CT revealed a lobar intracerebral hemorrhage with a midline shift. An intracranial hematoma was
evacuated via a life-saving craniotomy. Definite pathological findings of amyloid-B deposition in the excised hematoma
(strong in anti-amyloid f40 immunostain, but weak in anti- amyloid f42) indicated cerebral amyloid angiopathy (CAA).
She had been diagnosed with Alzheimer’s disease at a regional memory clinic one month before symptom onset based on
MRI findings of medial temporal lobe atrophy as well as CAA-related features of multiple strictly lobar cerebral
microbleeds in the occipital lobe, cortical superficial siderosis and >20 enlarged perivascular spaces in the centrum
semiovale. This experience suggests that comprehensive interpretation of such CAA-related findings on MRI might help
to improve the management of cardiovascular risk factors for Alzheimer’s disease.

(Rinsho Shinkeigaku (Clin Neurol) 2016;56:338-343)
Key words: cerebral amyloid angiopathy, MRI, cerebral microbleeds, cortical superficial siderosis, enlarged perivascular spaces




