Vascular-associated Fibroblast-expressed APOE4 Is A Driver For Cerebral
Amyloid Angiopathy And Vascular Dysfunction
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APOE genotype strongly modifies CAA APOE is expressed by VAFs in human CAA
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Conclusion
* VAFs are a critical source of pathogenic APOE4

* VAF-expressed APOE4 locally regulates leptomeningeal CAA, perivascular immune responses, and cerebrovascular function
* APOEA4 targeting can be spatially constrained to control CAA while preserving essential APOE functions in other brain cell
types without inducing global inflammation or altering parenchymal amyloid burden
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