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[Abstract] Objective To analyze the effect of glyoxalase I (GLO [ ) knockdown on AGEs-induced
oxidative stress of human renal mesangial cells, and to probe its possible mechanism. Methods
GLO [ level in the patients with diabetes nephrosis (DN) was detected by ELISA. The knockdown of GLO [
in HRMCs was conducted by RNA interference (RNAi1) and its effect was validated by Western blot. The in-
tracellular ROS activity was analyzed by H2DCFDA fluorescence probe labeling assay. The expression of
P22phox was determined by Q-PCR and Western blot. The activation of PI3K/AKT signal and p38 signal was
analyzed by Western blot. Results
tients was decreased. GLO I knockdown further increased AGEs-induced cellular ROS activity of HRMCs,
further enhanced AGEs-induced P22phox gene and protein expression,and further increased the phosphoryla-
tion of AKT and p38. Conclusion GLO [ Knockdown of GLO [ can increase AGEs-induced oxidative stress
of HRMCs,which is possibly related with further activating PI3K/AKT and p38 signal activity.
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