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Contribution of uremic dysbiosis to insulin resistance and sarcopenia
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12 PE RN (chronic kidney disease: CKD) (214 > A U & Fitt (insulin resistance:
IR), BLXOHAEEHIOKRT THESNLD L aX=T RNE50F LCKDEE O A m T#
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ICRIfi~ 7 2 (GF) IZxf L TR O D#EFRAE (fecal microbiota transplantation: FMT) %
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