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Fig S2: Double immunofluorescence to assess barrier molecules. (A) Claudin-5 and CD31 in jugular vein ligation mice compared with sham and EAE mice. In areas of neuroinflammation in EAE, as indicated by MPO immunohistochemistry in adjacent sections (top row), there is a general paucity of the barrier molecule claudin-5 (red), and there is a loss of co-staining of claudin-5 with the endothelial cell marker CD31 (green, arrows). In jugular vein ligation and sham animals there is no change in the staining pattern for claudin-5, and all vessels show co-staining for CD31, demonstrating no alteration of the blood-brain barrier. Cell nuclei are stained with DAPI (blue). Black rectangles in top row show areas shown for immunofluorescence. Similar findings were found for (B) occludin and CD31.
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