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MEEEL (EX) Involvement of prostaglandin transport system at the blood-brain
barrier in the drug-induced vascular disorder in the brain.
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Using Brain Efflux Index method, prostaglandin E2 (PGE2) was eliminated from
mouse brain with a half-life of 12 minutes. By contrast, PGEZ2 increased brain capillary
endothelial cell proliferation and slightly recovered from NASIDs mediated cytotoxicity.
These results demonstrate that BBB efflux transport system is involved in the PGE2
clearance in mouse brain and suggest that PGE2 stimulate vascularization and
remodeling of brain capillary endothelial cells and NSAIDs itself exert significantly
cytotoxicity against brain capillary endothelial cells. Therefore, NSAIDs mediated
reduction of PGE2 clearance and cytotoxicity against brain capillary endothelial cells
may cause severe angiopacy in brain inflammation.
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