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Progress in application of low protein diet combined with keto-acids

in patients with chronic kidney disease

LONG Quan, CHEN Jing, GU Yong"
(Department of Nephrology , Huashan Hospital , Fudan University , Shanghai 200032, China)

[Abstract] Low protein diet was often used as nutritional therapy for slowing the progressing of
chronic kidney disease. Keto-acids was usually added when protein intake was further reduced to
guarantee the stable nutritional status. Both delaying to the end-stage renal disease and improving
survival prognosis of renal replacement therapy could be achieved by low protein diet (and) keto-acids.
Masses of clinical trials had demonstrated the clinical benefits of this regimen, including decreasing
proteinuria and blood pressure, improving a series of metabolic disturbances, such as renal
osteodystrophy, metabolic acidosis, amino acid metabolic disturbances, insulin resistance, lipid
disorder and so on. Foundation research also suggested that low protein diet (and) keto-acids produced
renal protective effects not only through the hemodynamic effect of extenuation of high infusion and
high pressure in glomeruli, but also through the non-hemodynamic effects, such as reducing the
expression of renin and TGF-8, , ameliorating of oxidative stress and lessening the excretion of cellular
matrix of mesangial cell. We reviewed the progress in application of low protein diet combined with
keto-acids in patients with chronic kidney disease.
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