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Abstract: Objective We aimed to investigate whether SphK1-S1P signaling pathway is activated in diabetic nephropathy. Meth-
ods SphK1 activity and S1P levels were measured by LC-MS/MS analysis. The expression of SphK1 were examined by immuno-
histochemistry, real-time PCR and Western blot. Results Fasting blood glucose, kidney/body weight ratio and 24-h albuminuria
were significantly increased in diabetic mice. Furthermore, mesangial hypertrophy was found in diabetic kidney. Strikingly, the stai-
ning, activity and levels of mRNA and protein of SphK1,and S1P production in diabetic kidney were also markedly increased in dia-
betic mouse kidney. Conclusion These results demonstrate that the SphK1-SIP signaling pathway is activated in diabetic kidney,
suggesting that SphK1-S1P signaling pathway is implicated in the pathogenesis of diabetic nephropathy.
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