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[Abstract] Chronic kidney disease (CKD)-mineral and bone disorder (CKD-MBD) is a systemic disease
induced by CKD, characterized by a series of biochemical disorders,bone lesions and extraosseous calcification.
It markedly reduces the quality of life of CKD patients and increases the rate of disability and mortality. The
decline in renal function,dietary changes and related treatments in CKD patients often lead to intestinal envi-
ronmental disorders, including intestinal barrier disruption, gut microbiota dysbiosis, and alterations in the
metabolome. As the deepening clinical understanding of CKD-MBD, the role of intestinal environment in the
pathogenesis of this disease has gradually attracted attention. This article reviews the potential mechanisms by
which intestinal environmental disorders exacerbate CKD-MBD from the perspectives of osteoporosis and vas-
cular calcification,and explores possible therapeutic strategies targeting the intestinal environment.
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