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The relationship between intestinal microbiota and osteoporosis

WU Jiayu, LI Ling, HU Yu™
(Department of Gerontology, Zhongshan Hospital, Fudan University, Shanghai 200032, China)

Abstract: Intestinal microbiota are involved in nutrition, immunity, inflammation and other chronic diseases.
Recently, with the in-depth study of intestinal microbiota, more research found that they were closely related
with osteoporosis. Studies on the osteoporosis population revealed that they had their own characteristics of
intestinal microbiota, which may be involved in bone metabolism through a variety of mechanis. This review
mainly presented an introduction to the relationship between intestinal microbiota and osteoporosis, and
revealed the mechanism of intestinal microbiota by lipopolysaccharide, short chain fatty acid metabolism to
influence the function of the host immune system, and by glucose-dependent insulinotropic polype, sex
hormone, serotonin, leptin to affect bone metabolism, eventually leading to osteoporosis. In addition,
probiotics and prebiotics could redress the imbalance of bone metabolism which provides a prospect for the
treatment and future development of osteoporosis.

Key Words: intestinal microbiota; osteoporosis; chronic inflammation; bone metabolism
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