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Study on transmission of sporadic cerebral amyloid angiopathy
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To examine a thothesis that sporadic cerebral amyloid angiopathy (CAA) can
be transmitted from humans to humans through CAA-specific amyloid B -protein (AR ) strain, we
performed transmission experiments to R1.40 APP transgenic mice with brain samples from patients
with CAA without Alzheimer®s disease (AD) (n = 3), AD with CAA (n = 3), AD without CAA (n = 3), and
no AD/CAA (n = 3). Western blot of brains from the mice inoculated with the human brain samples
presented with AR (n = 9with AB 40 (n = 3) or AP 42 predominance (n = 6). Immunohistochemically,
all the mice showed AB deposition in the brain with remarkable variations of AR 42/AB 40 ratios [A
B 42 immunoreactive areas (%)/Ap 40 immunoreactive areas (%)]. Severity of CAA correlated with AB 40

immunoreactive areas (%). Study on correlations in the pattern of AR deposition between human and
mouse brains is ongoing.
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