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Abstract: Ovarian cancer G protein—coupled receptor 1 (OGR1) subfamily was widely distributed in human tissues, which has proton—

sensitive properties and can sense changes in extracellular pH through the receptor of histidine residues, thereby regulating the functions of
various human cells. Proton—sensing receptors not only closely related to tumorigenesis, immune system, nervous system, and vascular sys-
tem, but also to regulate osteoblast bone formation and osteoclast bone resorption affecting bone metabolism by the changes of extracellular
pH value. As the bone metabolic balance is disrupted, it leads to abnormal bone mass and related bone disease. This article reviews the re-
search progress on the role of proton—sensitive ovarian cancer G protein—coupled receptor 1 in bone metabolism.
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