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Effect of PTD-SARA/SBD Fusion Protein on Peritoneal Morphology and
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ABSTRACT Objective: To explore the prevention role of PTD-SARA/SBD fusion protein on peritoneal fibrosis induced by
peritoneal dialysis in rats. Methods: 28 male Sprague-Dawley rats were randomly divided into three groups: normal control group(n==8);
peritoneal dialysis model group(n=10); PTD-SARA/SBD group (n=10). The animals were infused by intra-peritoneal injection and were
killed at the end of 4 weeks. A 4 hour peritoneal equilibration test was performed after four-weeks peritoneal dialysis in each group. The
dialysate samples were subjected to determination of 4h ultrafiltration volume (UF) or glucose transporion. The parietal peritoneum
tissues of rats were harvested and stained with H-E for observation of the peritoneal structure. The expression of E-cadherin, Twist,
TGF-B1, t-Smad3, P-Smad3, and Collagen | in parietal peritoneum was detected with immunohistochemistry or Western blotting assay.
Results: Compared with the normal Control group, the UF were lower, and glucose transporion were higher in model group (P<<0.01).
The results of western blotting and Immunohistochemistry showed that the level of E-cadherin was down-regulatied, and Twist
expression was up regulation in parietal peritoneum tissues, and TGF-B1, P-Smad, Collagen [ expression increased in the model group;
Administration of PTD-SARA/SBD fusion protein improved the function and structure changes of the peritoneum, improved the level of
E-cadherin and decreased the level of Twist. The expression of TGF-B1, P-Smad3, Collagen | in parietal peritoneum were decreased in
PTD-SARA/SBD group. Conclusion: PTD-SARA/SBD fusion protein may reverse the epithehal mesenehymal transition by inhibiting
TGF-B/Smads signaling and improve the peritoneal morphology and function, which lays a foundation of further study on prevention and
treatment of peritoneal fibrosis induced by peritoneal dialysis.
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Fig. 1 Hematoxylin-eosin staining of parietal peritoneum original magnification (x 200)
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Fig. 2 Immunohistochemistry results of parietal peritoneum sections stained for E-cadherin and Twist.
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Fig. 3 The detection results of peritoneal ultrafiltration volume and glucose transportation of rats in different groups
1: control group; 2: peritoneal dialysis model group; 3: PTD-SARA/SBD group;

compared with control group, **P<0.01; compared with model group, # P<0.05
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Fig. 4 Expression of E-cadherin, Twist and Collagen [ protein in each
group detected by Western blotting
1: normal control group; 2: peritoneal dialysis model group;
3: PTD-SARA/SBD group
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Fig. 5 Expression of TGF-B1, P-Smad3 and t-Smad3 protein
detected by Western blotting
1: normal control group; 2: peritoneal dialysis model group;
3: PTD-SARA/SBD group
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