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[Abstract] Objective To investigate the damage and possible mechanism of high glucose stimulation on
podocytes based on mitochondrial division/fusion. Methods 30 mmol/L,45 mmol/L and 60 mmol/L glucose
were used to stimulate AB8/13,immortalized human podocyte,for 48 hours. The morphology of podocytes was
observed under light microscope. The podocyte marker protein podocin, mitochondrial fission factor (Mff) , mi-
tochondrial dynamics proteins of 49 X 10° (MiD49) and mitofusion (Mfnl), Mfn2, optic atrophy 1 (OPA1)
were detected by Western blot. Results The podocytes were differentiated into mature podocytes after being
placed in a 37 °C incubator for 10 d, which showed the appearance of foot processes,and the foot processes
were significantly reduced after 48 h of 60 mmol/L high glucose stimulation. High glucose stimulation down-
regulated the expression of podocin in a concentration-dependent manner,and the difference was statistically
significant in the 60 mmol/L stimulation group (P<C0. 05). In addition, high glucose stimulation could up-reg-
ulate the expression of mitochondrial division-related proteins Mff and MiD49,and down-regulate the expres-
sion of mitochondrial fusion-related proteins Mfnl,Mfn2 and OPA]1. Conclusion The high glucose can induce
morphologic abnormality of podocyte and decrease the expression of podocin, which may be related to the in-
crease of mitochondrial division and the decrease of mitochondrial fusion.
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