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[ Abstract]Muscle atrophy is a common complication in the middle and late stage of chronic kidney dis-
ease (CKD), which mainly manifested as decreased muscle mass, decreased muscle strength, and decreased
muscle function. The main cause of muscle atrophy is the enhancement of muscle protein degradation. The
muscle protein degradation pathway can be stimulated by CKD pathological conditions such as the accumula-
tion of toxic metabolites and the decrease of plasma pH value, then lead to muscle atrophy. This paper re-
viewed the research progress of muscle atrophy in CKD from the following five aspects: uremia toxin, meta-

bolic acidosis, inflammation, hormones and intestinal flora.
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