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Research progress of intestinal microorganism and bone diseases
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Abstract; The number of genes that encode microbial flora is 100-fold more than the human genome, known as the “human
second gene pool”. These genes give different functions to various bacteria and produce extremely complex and diverse metabolites,
which play an important role in regulating human digestive, immune, endocrine and even neurological system functions. The steady-
state intestinal microorganism not only can attach to the mucous membrane surface to form the protective barrier and prevent the
growth, multiplication and invasion of pathogenic bacteria, but also can promote the immune system to mature through the mucous
membrane system, thus the organism can resist the pathogenic microorganism infection effectively. If the balance of the intestinal
flora is broken, the risk of the host suffering from various diseases will increase. Whether the host is healthy or not can cause the
intestinal microorganism to change, and it is now known that intestinal microbes can influence bone health by indirectly stimulating
or inhibiting osteoblasts and osteoclasts formation to break the balance of bone mineralization. In addition, they not only can use the
immune system to participate in the regulation of bone metabolism, but also through influencing growth factor regulation, nutrient
uptake and host metabolic pathway participate in the occurrence of osteoporosis, rheumatoid arthritis and ankylosing spondylitis and
other related bone disease. At present, the study on intestinal microbial flora and bone disease is limited and concentrates on the
effect of bacterial flora difference on bone disease, and the molecular mechanism of how intestinal flora affecting bone disease needs
to be further studied. In this paper, the research progress of the relationship between intestinal microorganism and bone disease has

been reviewed.
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