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Abstract: Objective To investigate the effect of erythropoietin (EPO) postconditioning on renal ischemia-reperfusion
injury (IRI) in rats. Methods A total of 18 male Sprasue-Dawley (SD) rats were randomly allocated to three groups:
Sham group, ischemia-reperfusion injury (IRI) group, EPO postconditioning group, respectively. Serum blood urea
nitrogen (BUN) and creatinine (Cr) were analyzed with automatic biochemical analyzer. Histopathological changes
were observed with HE staining. The expression of HSP70 in kidney was checked by immunohistochemistry. Results
Serum BUN and serum Cr in IRI group were significantly higher than those in Sham group, while levels of serum
BUN and serum Cr in EPO postconditioning group were between the Sham group and IRI group. Significant necrosis
of tubular epithelial cells and tubular lumen expansion in hematoxylin were found in IRI group. Compared with IRI
group, tubular necrosis significantly reduced in EPO postconditioning group. Immunohistochemistry showed that the
expression of HSP70 in EPO postconditioning group was the strongest, and significantly decreased in the Sham
group, and IRI group was between them. Conclusions EPO postconditioning enhances the expression of HSP70 after
IRI, which helps to reduce kidney injury.
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fa Rt SD KL 18 HIBENLE Rk 3
4,54 6 H ARTF-AR 4L (Sham 41 ) B i F5-E v 45
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B R B 2 B 22 5 B 22 B B K IE PR 45 min BT
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TItetabn IR Z A (BUN) JILEF(Cr); B 2 20 i A 3
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2.1

F 1 EPO FAEX SRS EEEARIMLE BUN
MCraEmsEil (n=6,x%s)

431 JULTEF ( w mol/L) pRZE A (mmol/L)
Sham % 52.19 +3.39 6.91+0.24
IRI 41 121.47 +9.82Y 13.73 £ 0.76"
EPO Jm 4bHiizH 73.08 + 4.26Y? 9.01 +0.50"?
F1E 180.318 248.082
PiE 0.000 0.000

1:1) 5 Sham 41 [b4%, P<0.05;2)5 IRI £ 43¢, P<0.05
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