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Abstract ;: With the application of hig-throughput sequencing in the field of microbiology, an increasing ev-
idence suggests that the gut microbiota is closely related to the pathogenesis of chronic kidney disease (CKD).
The pathological state of CKD can induce changes in the composition and function of the gut microbiome, that
lead to generation of multiple enterogenous uremic toxins (UTs) and dysfunction of intestinal barrier. These
toxins translocate into circulation stimulated systemic inflammation and increased cardiovascular risk. This re-
view focus on the research status and related mechanisms of the microbiome in CKD pathogenesis,in the hope
to provide new help for delaying the persistent progression.
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