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CONCLUS'ONS- 2,9% NS, 24 or 48 hours). (D) Representative western blot of total ILK levels expression to check its
2 depletion and GAPDH levels as endogenous control.

-This study demonstrate for the first time the implication of ILK in the endothelial cells apoptotic process
induced by uremic toxins, that are difficult to remove by standard dialysis strategies.

-These results identify a molecular mechanism that could play a protective role in early stages of endothelial
dysfunction observed in uremic patients
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