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[Abstract] The inflammatory status in patients with chronic kidney disease (CKD) is closely associated with cardiovascular
events, infections, and other complications, and is a powerful indicator for prognosis assessment. The core view of the "gut-kidney
axis" theory reveals the relationship among inflammatory state, microbiota dysbiosis, and deterioration of renal function. The
microbiota alters the microenvironment through structural changes and metabolites with different properties, subsequently leading to
microbiota translocation, inducing inflammatory lesions, and damaging the kidneys. Recent studies have proposed that targeted
microbiota intervention strategies such as probiotics, prebiotics, and synbiotics can modulate the microbiota structure, regulate the
microenvironment, relieve renal inflammation, and affect the progression of renal disease, representing a potentially promising
research direction in the future. This review discusses the characteristics of how intestinal microbiota influence the inflammatory
status in CKD, focusing on the research progress of targeted microbiota intervention, aiming to discuss the effectiveness and scientific

basis of these strategies, providing a foundation for the treatment of CKD and the expansion of targeted microbiota research, as well as
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offering references for the clinical application of probiotics, prebiotics, and synbiotics.
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Fig.1 Interaction effect between gut microbiota and inflammation of chronic kidney disease (CKD)
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Tab.1 Effects of probiotics on inflammation in chronic kidney disease (CKD)
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Fig.2 Mechanisms of probiotics, prebiotics, and synbiotics regulating inflammation in chronic kidney disease
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