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Abstract With the proposal of the gut — renal axis, more and more studies have found the correlation between the progression

of chronic kidney disease( CKD) and the changes of intestinal flora,which has a profound impact on the occurrence and develop-

ment of CKD - related complications and is a key link in the integrated management of CKD. This paper focuses on the CKD —
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related flora changes on the complications of CKD and its significance in the integrated management from the perspective of the

gut — renal axis,in order to explore the new treatment of CKD - related research and experiment to lay a theoretical foundation.

Keywords : gut — renal axis ; chronic kidney disease ;intestinal flora; CKD integrated management
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