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Effects of Cd on E-cadherin in the proximal tubules in vitro
PEI Xiu congs XU Zhao-fa
(School of Public Health, China Medical University, Shemyang 110001,  China)

Abstract Objective The objective of present study is to explore the eardy event in the toxicity of Cd on renal tubular epithelial cells
in viro. Method Meshwork separation method was used to isolate pimary proximal tubular cells from Wistar rats. The cultured cells were
exposed to different levels of CdCl, (10 #mol/ T, 20 “mol/L and 50 #mol/ L) for 0—4h respectively, then measuring cell viability,
cellular activity of ALR cellular contents of GSH,  extracellular activity of LDH and E-cadherin expression in renal tubular cells. Result
It was showed that CdCl> might significantly reduce cellular ALP activity, which presented ceitain dose-effect and time-effect relationships.
For 2h-exposure to 50 #mol/ L CdCl» the IDH activity in media increased  and for 4h-exposure to 50 #mol/ L. CdCl> might reduce the
cellular GSH content, while only 2h-exposure to 10 #mol/ L. of CdCl could induce the lower expression of E-cadhenin in plasma of renal
cells. Condusion These results suggest that even before the occurrence of oxidative damage Cd could distuth FE-cadherin-dependent
adhesion junction in proximal tubular cells in vitro; therefore, it is reasonable to conclude that one of the earliest effects of Cd on renal
tubular cells is to damage F-cadherin-mediated adhesion junction.
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