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Abstract Objective: To explore the effect of ischemic postconditioning on CD105 and endostatin after renal is-
chemia-reperfusion injury in Wistar rats. Method: The male Wistar rats were randomly divided into three groups:
Sham group. ischemia-reperfusion injury (IRI) group, ischemic postconditioning (IPO) group. Serum blood urea
nitrogen (BUN) and creatinine (Cr) were analyzed by automatic biochemical analyzer. Histopathological changes
were observed by HE staining. The expression of CD105 and endostatin in kidney were checked by immunohisto-
chemistry and Western blot. Result; Serum BUN and serum Cr in IRI group were significantly higher than those in
Sham group, while serum BUN and serum Cr of IPO group were between the Sham group and IRI group. Signifi-
cant necrosis of tubular epithelial cells and tubular lumen expansion could be found in hematoxylin in IRI group.
Compared with IRI group, tubular necrosis significantly reduced in IPO group. The result of immunohistochemis-
try showed that the expression of CD105 was the strongest in Sham group, and significantly decreased in the IRI
group, and was between them in IPO group, while the expression of endostatin was the weakest in the Sham
group, the strongest in IRI group, and IPO group’s expression was slightly stronger than the Sham group’s but
was significantly weaker than IRI group’s. Western blot test further supported the results of immunohistochemis-
try. Conclusion ; Ischemic postconditioning could reduce the expression of endostatin after IRI, and enhance the ex-
pression of CD105, which helps to reduce kidney injury.
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