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Vascular mediated tau clearance: the role of CAA in tau metabolism.
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B -amyloid (AR ) is partially cleared through perivascular drainage pathway
(PVD). The disturbance of PVD is a common finding in sporadic Alzheimer®s disease (AD) and cerebral
amyloid angiopathy (CAA) patients. We hypothesized that tau is eliminated through PVD, and investigated
the role of CAA in the tau metabolism.
We developed double transgenic mice by crosshbreeding PS19 mice carrying the MAPT gene with P301S mutation
with CAA model mice expressing the APP gene with Swedish-Dutch-lowa mutations, in which AR clearance was
severely impaired. Immunohistochemical staining showed that the amount of AB , total tau, 4 repeat tau,
and hyperphosphorylated tau was significantly elevated in the double Tg mice compared with the other
mouse groups.
Tau metabolism is closely associated with cerebrovascular integrity. Neurovascular approach is warranted
for AD and CAA treatment.
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