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Denosumab and osteoclast RANKL/RANK pathway
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Abstract: Denosumab was a humanized monoclonal antibody that specifically binding to RNAKL, and had a good bone resorption
inhibitory effect. It was a osteoporosis targeted therapy drug, which targeted at the RANKL/RANK signaling pathway of osteoclasts,
could reduce the occurrence of bone-related events (SRE) in patients with malignant bone metastases and delay the progression of
bone pain. This article reviewed the physiological mechanism of denosumab inhibiting bone resorption, and the research progress of

denosumab in the treatment of osteoporosis and malignant tumor bone metastasis. It could provide better evidence-based medical

evidence for the clinical application of denosumab.
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