OxLDL-induced endothelial exosomes drive axonal

degeneration and cognitive impairment
independent of AR #3942
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OxLDL-injured endothelial cells induce axonal degeneration and cognitive impairment via the exosomal pathway, independent of Af3.
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investigated whether oxLDL-induced endothelial
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neuronal communication and contribute to
neurodegeneration.

pathology and highlights endothelial
exosome signaling as a potential
therapeutic target for vascular
cognitive impairment and dementia.
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Primary mouse brain microvascular endothelial
cells (BMECs) were exposed to oxLDL, and ox-
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