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Investigation of klotho protein on protective role of peritoneal
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fibrosis in peritoneal membrane after exposure to non—physiologic dialysis solutions.
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: The one of obstacles to successful long—term PD is peritoneal

Studies have demonstrated that peritoneal mesothelial cells undergo
epithelial-to—mesenchymal transition (EMT) after expose to injury. EMT is the important
role of the initial peritoneal fibrosis. The induction of EMT is associated with
activation of Wnt—dependent beta—catenin signaling and the secreted klotho protein can

regulate Wnt signaling. Overexpression of Klotho protein protects the peritoneal membrane

through attenuation of Wnt-signaling.
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