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Abstract; Osteoporosis is a common metabolic disease characterised by low bone mass and microarchitectural deterioration of bone
tissue, with a consequent increase in bone fragility. With an ageing population, osteoporosis, especially the most common
postmenopausal osteoporosis has brought great economic burden to the global public health, and also seriously affects the quality of
life of patients. It is generally believed that the key to the treatment of osteoporosis is to restore the dynamic balance of bone
metabolism, and the signal pathway between cells has become a key to research. With the emergence of new signaling pathways,
new types of drugs targeting them are also emerging. This paper reviews the epidemiology, current main diagnostic technologies,
mechanism of action of classical drugs and new drugs, and the research progress of naringin extracted from Rhizoma Drynariae for
the treatment of osteoporosis.
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