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[Abstract] GPR30 is a newly discovered G protein coupled estrogen
receptor. The G protein structure dissociates into Goand G Pyafter binding
to GPR30 ligand, which can stimulate downstream kinase like adenylate
cyclase kinase. GPR30 participates not only in the body's physiological state
like cell growth, migration and withering but also in pathological processes
especially the inflammatory response in the inflammatory bowel diseases,
tumor, periodontitis, multiple sclerosis, Parkinson’s disease, atherosclerosis,
cerebral ischemic attack and so on. GPR30 might mediate an inflammatory
or anti-inflammatory effect. The mechanism of GPR30 in inflammation is
still controversial.
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iR A R . H RIMERCRRR T PR HU% Z 1A (estrogen
receptor, ER) ERa 5 ERB, &4 —F#i# G & AMBZIA (G
protein—coupled estrogen receptor, GPER) , X FR G & 1 {# 1% % 4
30 (G protein—coupled receptor 30, GPR30) ™, Wk 2 (1 £ Fh 1)
e 545 A AR RZ IR 5 R TSmO P NN 4
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B4 A IR . GPR30 J&—Ff-E KBS IR 5 5 8 A,
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BN BER AR 1T (cyclic adenosine monophosphate, cAMP) | 45
BT FRIAM, WOS ERK {F D@ M, sl ERK1/2 5 508
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T8 AN AME SR A S (extracellular signal-regulated kinase,
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