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This study aims to apply a natural compound to prevent the process of epithelial
mesenchymal transition (EMT) induced by oxalate treatment. Sodium oxalate was used to induce
tubular cell injury and EMT in Mardin-Darby Canine kidney (MDCK) cell line. Oxalate exposure is
known to induce cellular injury and presumed to be involved in the pathogenesis of calcium oxalate
stone formation. Epigallocatechin gallate (EGCG) extracted from green tea (Camellia Sinensis) was
assessed for its anti-fibrotic and anti-oxidative property. EGCG is the most abundant polyphenol
compounds found in green tea with high potential anti-oxidative property. Microscopic examination
revealed that oxalate could induce morphological change of MDCK from a cobble-stone like into
fibroblast-like shap within 24 h. In addition, immunoblotting and indirect immunofluorescence assay
confirmed that oxalate-treated cells gained mesenchymal phenotypes by increase expression of
vimentin and fibronectin while decrease expression of epithelial markers including, E-cadherin,
cytokeratin, occludin, and ZO-1. Interestingly, pretreatment of MDCK cells with 25 yM EGCG could
prevent EMT induced by oxalate exposure as it could retain typical epithelial cell morphology as
well as epithelial protein markers. The molecular mechanism underlying the prevention of EGCG is
most likely by reduction of intracellular reactive oxygen species (ROS) production. Taken together,
this study demonstrated a preventive effect of EGCG against oxalate-induced EMT in renal tubular
cells which would shed light on the development of novel therapeutics of renal fibrosis in the near

future.
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