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Advances in metabolomics of differential metabolites in diabetic kidney disease
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Abstract: Diabetic Kidney Disease is one of most common chronic microvascular complications of diabetes mellitus. It is the

leading pathogency of end-stage of renal disease and the main death cause of diabetes mellitus. Metabolomics of diabetic kidney

disease were to look for new detection targets and establish new identification technology by studying the regularity and

characteristic of the endogenous small molecule metabolisms. we conducted a systematic search using the key terms of

'metabolomics' and 'metabonomics' with 'diabetic kidney disease'. Finally we selected 39 articles. These researches help us to find

more sensitive biomarkers to contribute to the diagnosis and therapeutic treatment of DKD at an early phase and provide some ideas

for the research of DKD. This systematic review mainly summarized the current state of research on differential biomarkers of DKD

and discussed the clinical relevance of metabolomics in the prediction, diagnosis and management of DKD.
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metabolomics
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Table 2 Changes in DKD high frequency differential metabolites
ML B L i —
S/p U K S/P U K
IR 12 3 6 1 1 2 0 [9-17]
LR 10 1 3 4 2 0 0 (7.10.16:21)
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JLTEF 10 3 3 0 1 b 1 [9-10,12,22,26-30]
PRHIER 8 1 3 1 1 1 1 [14-17,19,26]
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LEER 7 1 1 0 0 4 1 e 3l
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plasma sample; “s” :serum sample;

“K”: kidney tissue sample:
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urine sample.
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Fig.3 Distribution of differential metabolites in DKD urine samples
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Fig. 4 Differential metabolite distribution in DKD plasma and serum samples
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Fig. 5 Differential metabolite distribution in DKD kidney samples
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Table 3 Distribution of differential metabolites in

different samples of DKD metabolomics
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