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Research progress of osteoporosis mediated by intestinal microflora
through the immune system

LEI Pei-pei', MI Tian’, YANG Gui-ling', WANG Qiu-ling' (1. Department of Endocrinology, Yantai
Yuhuangding Hospital , Yantai 264000, China; 2. Basic Medical College, Jining Medical University ,
Jining 272067, China)

Abstract; The gut microbiota consists of commensal bacteria that live in the gut and have important functions including regula-

ting host metabolism and immune homeostasis. Recently, there is evidence that the intestinal flora can regulate bone mass

through the interaction of metabolites with host's endocrine and immune systems. This review summarizes the latest references

at home and abroad on how intestinal flora affects host bone metabolism through the immune system.
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