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INTRODUCTION 2. FAD exhibits small vessel vascular inflammation, while APOE3ch is

- o 3. Main molecular actors protected from neuroinflammation and mural cell loss
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cellular components of the GVU affected in Representative confocal images of the GVU immunostained with Ibal, aSMA and 8 ~ vosse
SAD, FAD and the resistant case APOE3ch? UEA-I segmented 0-3um away from the vessel (D). Magnifications show regions 2™
of microglial-mural cell contact (D’). Quantifications of the endothelial coverage . <s* .
and correlation analysis with vessel diameter are shown in (E). Pearson’s U VesselDiameter g

coefficient (r) and P-value (p) for FAD are shown in blue.

METHODS

3. AQP4 is mislocalized and its vascular coverage is
decreased in FAD and APOE3ch, but not in SAD
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Figure 3. Representative images of AQP4 by IHC (A). Insets show a 5X magnification.
Representative confocal images immunostained with AQP4, GFAP and UEA-I (B). Insets show

RESULTS vascular coverage by astrocytic endfeet (B’). Quantification of AQP4 area by IHC and endothelial
coverage by IF are shown in (C).

1. FAD shows alterations in the topology of cerebrovascular networks, while

APOE3ch is protected R CONCLUSIONS Y astroeyte
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£ The integrity of cerebrovascular networks, neuroinflammation and small-vessel vascular
inflammation play a role in the development and protection from FAD, which suggests them

as alternative therapeutic targets with potential for protection or onset-delay of the disease,
as nature taught us with the APOE3ch resistant case
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