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Research Progress of Prostaglandin Receptor EP; and Related Regulator
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Abstract: Prostaglandin receptors can be coupled with G protein to mediate multiple physiological and pathological proc-

esses. PGE, receptors have four variants: EP;, EP,, EP; and EP,. The diversity of EP; receptor’s subtypes and the complexity

of its coupling with G protein make it the most special one. The anticoagulating function of EP; and the development of the

related regulator are now the two most important issues of research in this field. This review summarizes the EP; receptor’s

distribution and characteristics, and the research progress of the related regulator.
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