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Abstract: Objective To reveal the mechanism of nephrotoxicity of emodin using 'H-NMR spectroscopy and to screen the potential
biomarker of renal injury. Methods In this study, the biochemical constituents of urine, serum, and kidney tissue extracts of rats
treated with emodin at different doses (0, 170, 500, and 1, 500 mg/kg/d for 16d, i.g.)were investigated using 'H-NMR techniques and
pattern recognition method (PCA/PLS). Serum biochemical analysis and histopathological examination of kidney of all rats were

simultaneously performed. Results Emodin (1 500 mg/kg/d) induced slight renal proximal tubule vacuolar degeneration in rats treated
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for 16 d, while serum biochemical indexes were not affected. "H-NMR analysis found that the levels of lactate, glucose, many kinds of

amino acids, and fat acid decreased in serum. Elevated creatinine, trimetlylamine oxide (TMAO), acetate, lactate, glucose, many kinds

of amino acids and decreased citrate, hippurate, and 2-oxoglutarate were found in urine. The predominant changes identified in kidney

tissue involved the reduced levels of lactate and choline/phosphatidylcholine. Additionally, the alteration was noted between the

proportion of the saturated and unsaturated fatty acid and phospholipid composition. Conclusion The data generated from the current

study supports the fact that '"H-NMR technology is more sensitive than traditional urine and serum analysis. Glucose, amino acids,

TMAO, and creatinine in urine could be identified as biomarkers of emodin induced renal injury.
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