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The development of the treatment of osteoporosis with clostridium butyricum
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Abstract; Osteoporosis is a systemic bone disease that reduces bone mass and leads to increased bone fragility and increased risk of

fracture. With the increasing number of osteoporotic fractures in the social population, the mortality of the elderly and the social and

economic burden increased significantly. Bone loss in patients with inflammatory bowel disease is closely related to the occurrence of

osteoporosis. In clinical practice, clostridium butyricum is commonly used in the treatment of inflammatory bowel disease.

Therefore, the effect of clostridium butyricum on bone should be concerned. This article discusses the possible mechanism of

clostridium butyricum in the treatment of osteoporosis by connecting with inflammatory bowel disease and osteoporosis, and the

related mechanism of clostridium butyricum in the treatment of inflammatory bowel disease.
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