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Effects of high glucose environment on glomerular podocytes and TNFRI1
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Department of Endocrinology and Genetic Metabolism The First Affiliated Hospital of Wannan Medical College Wuhu 241001 China

[ Abstract 1Objective: To investigate the changes of podocytes and TNFR1 in mice under high glucose environment for new direction to the prevention and
treatment of diabetic nephropathy( DN) .Methods: MPC5 podocytes were incubated with in vitro technique and allocated to control group( D-glucose dose
in 5.5 mmol/L) hyperosmotic group( D-glucose in dose of 5.5 mmol/L+mannitol in dose of 39.5 mmol/L) and high glucose group( D-glucose dose in 45
mmol /L) . Western blot was performed to detect the changes of insulin signaling pathway fibrosis and inflammation levels TNFR1 expression in the podo—

cytes 48 h following stimulation.Morphology and nucleus changes of podocytes were observed at 72 h after glucose stimulation. Results: After stimulating
podocytes for 48 hours pIRS-15%% expression was higher yet pAKT>™7 expression was lower in hyperosmotic and high glucose groups than in the control
group and insulin resistance level was increased in the podocytes.Collagen I Fibronectin and IL13 expression was higher in hyperosmotic and high glu-
cose group than in the control group with increased fibrosis and inflammation levels in the podocytes. Higher expression of inflammatory factor TNFR1 was
also observed in hyperosmotic and high glucose groups.After stimulating the podocytes for 72 hours podocyte morphology changed and apoptosis occurred
in the high glucose group.Conclusion: High glucose affects the morphology and survival and increases inflammation level in the podocytes.Both mannitol
and high glucose may promote the expression of inflammatory factor TNFR1.DN associated with hyperosmolar and high glucose level can be speculated to
regulate the expression of TNFRI in podocytes suggesting that TNFR1 may be a new target for the prevention and treatment of DN.
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