Cardiac hypertrophy is suppressed by reducing uremic toxins
at the early stage of chronic kidney disease.
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by Dunnett’s test

Fig.1 Heart weight and cross sectional area of
the heart in CKD and sham rats
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+ Heart weight and the cross sectional area of the heart in non-AST-treated group were significantly greater than in ; ;
sham-control group, and these were reduced in AST-high group. (Fig.1) o
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« The width of myocardium fiber was increased in non-AST-treated and AST-low rats compared to sham-control rats. o

(HE staining of the central portion of myocardium)

« The amount of protein was increased in non-AST-treated group in comparison with AST-low, AST-high and sham-
control groups (protein distribution by FTIR imaging), but myocardial fibrosis was not obviously detected in all rats.
(Masson’s trichrome staining of the central portion of myocardium) Sham-

control

« The difference was observed between non-AST-treated group and sham-control group in several biochemical
parameters, but no significant differences except serum uremic toxin levels among non-AST-treated, AST-low and s | T it M Wl %
AST—hlgh QFDUPS.(TEblE.1 and 2) HE: Hematoxylin and eosin, FTIR: fourier transform infrared
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+ Strong positive correlations were observed between cross sectional area Fig.3 Changes of serum uremic toxin levels during experimental period
of hearts and serum levels of uremic toxins. (Fig.2)
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It iIs necessary to continue maintaining the amount of these uremic toxins at the same

level of normal condition for the suppression of cardiac hypertrophy in CKD. [ It you have any questions about this research, please contact - ]
the following email... kuwahara@kureha.co.jp
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