Unravelling The Role Of APOE4 In Vascular Dysfunction
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KEY TAKE-AWAY: APOE4 reduces endothelial VEGFR2 signaling, driving vascular dysfunction and white matter injury; VEGFR2
represents a promising therapeutic target.
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white matter injury. \ / APOE4 reduces endothelial VEGFR2/KDR signalling across species. APOE4 drives metabolic dysfunction and ECM remodelling in isolated brain microvessels.
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APOE4 is associated with regional perfusion and plasma volume abnormalities. APOE4 links posterior vascular vulnerability with region-specific white matter injury. NAC partially rescues vascular morphology but does not restore endothelial VEGFR2 signalling. =
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