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Fig. 1 A schematic drawing of the relationship between CAA and Alzheimer’s disease. ICH,

intracerebral hemorrhage; capCAA, capillary cerebral amyloid angiopathy; SAH, subarachnoid

hemorrhage.

Most patients with AD exhibit CAA. Patients with Apo Ee4 genotype are more likely to have
capillary amyloid deposits (capillary CAA; CAA type 1) and Alzheimer's pathology.
Micropathologic lesions including cortical SAH, cortical microinfarctions and lobar microbleeds

may be alternative radiological markers for CAA.
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Abstract

Subcortical vascular dementia: Significance in the differential diagnosis of dementia

Hidekazu Tomimoto, M.D.
Department of Neurology, Mie University Graduate School of Medicine

Subcortical vascular dementia (SVD) is a subtype of vascular dementia which constitutes approximately half
of vascular dementia in Japan. It is featured by hypertensive small vessel disease such as white matter lesions and
lacunar infarctions. The clinical and pathological features of SVD are relatively uniform. White matter lesions may
remain asymptomatic but may develop subcortical dementia and Parkinsonism, if neural network function is im-
paired severe enough. SVD and CAA are considered to be a subcortical and cortical counterpart of small vessel
disease, respectively, and the latter is closely associated with Alzheimer’s disease. Therapeutic strategy for SVD
is classified to the remedies for vascular risk factors and anti-dementia treatment. Anti-choline esterase inhibitors
and memantine may be beneficial for SVD patients, but are not approved as therapeutic agents for vascular de-
mentia.

(Clin Neurol 2011;51:940-942)
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