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Deposition of amyloid 3 (AP) in brain blood vessels, namely, cerebral amyloid angiopathy (CAA), is observed
in more than 90% of Alzheimer’s disease (AD) patients. However, CAA pathology is limited in most AD
model mice, makes it difficult to examine its contribution to AD pathogenesis. Since blood level of soluble
amyloid precursor protein (sAPP) in rodents is less than 1 % as compared with human, we assumed that
endothelial APP expression is markedly lower in rodents, which could be a main reason for poor CAA
pathology. Here we generated the mice, which express human APP770 in endothelial cells specifically. The
mice robustly exhibit the deposition of amyloid-f (AB) in brain vessels but not in parenchyma in an age-
dependent manner. Furthermore, by crossing with APP knock in mice, CAA pathology is expanded.



