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Dexamethasone Ameliorates Epithelial - mesenchymal Transdifferentiation of Podocytes Induced by Lipopolysaccharide. Zou Minshu, Yu
Jian, Nie Guoming, Luo Liman, Xu Hongtao, Mao Jiaojiao. Department of Pediatrics, Wuhan General Hospital of GuangZhou Command of
PLA, Hubei 430070 , China

Abstract Objective To investigate the effect of dexamethasone ( DEX) on the phosphorylation of nephrin and Akt, the expression
of fibroblast — specific protein 1 (FSP - 1) and desmin, and the possible role of DEX on podocyte epithelial — to — mesenchymal transdif-
ferentiation( EMT). Methods Immortalized mouse podocytes were treated with lipopolysaccharide (LPS) or DEX. The percentage of
podocyte apoptosis was detected by flow cytometry with annexin V FITC/PI double staining. Podocyte viability was measured by using an
MTT assay. The phosphorylation of nephrin and Akt and the expression of FSP — 1 and desmin proteins were detected by western blotting.
Results LPS administration induced podocyte apoptosis, reduced podocyte viability, downregulated the expression of the phosphorylation
of nephrin and Akt, upregulated the expression of FSP1 and desmin. DEX significantly reduced podocyte apoptosis, increased podocyte vi-
ability, enchanced phosphorylation of nephrin and Akt, decreased the expression of FSP1 and desmin. Conclusion DEX reverses LPS -
induced podocyte apoptosis and inactivation, and prevents the decline in phosphorylated nephrin and Akt in podocytes exposed to LPS,
and inhibits podocyte EMT and has a protective effect on podocytes.
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