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A study of the effect of EP receptor inhibitors on Alzheimer®s disease
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Prostaglandin E2 (PGE2) potentiated interferon-y (IFN-y )-induced nitric
oxide production in cultured rat microglia. Instead of PGE2, EP2 agonist, butaprost, enhanced IFN-
y -induced nitric oxide production, and EP2 antagonist, TG4-155, reversed the effect of PGE2 on IFN-
y -induced nitric oxide production. These results suggest that PGE2 activates EP2 receptor, which
potentiates IFN-y -induced nitric_oxide production. PGE2 is also reported to reduce phagocytosis of

amyloid-B in microglia, indicating that Alzheimer"s disease is exacerbated by PGE2 signaling. It
is, therefore, suggested that the inhibition of PGE2 signaling is a potential strategy for the
treatment of Alzheimer®s disease.
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