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Effect of ischemic postconditioning on phosphatidylinositol-3-OH kinase and
extracellular signal-regulated protein kinase in rats with hepatic ischemia-reperfusion
injury
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Abstract: Objective To observe the effect of ischemic postconditioning on phosphatidylinositol-3-OH kinase (PI3K) and
extracellular signal-regulated protein kinase 1/2(ERK1/2) in rats after hepatic ischemia reperfusion in rats and investigate the
mechanism of ischemic postcoditioning of the liver. Methods Three cycles of 1 min-off-1 min-on ischemic postconditioning
regime were used in a rat model of 70% hepatic ischemia-reperfusion injury. The changes in the liver function, hepatocyte
apoptosis, phosphorylation of Akt and ERK1/2 were assessed in rats treated with sham operation, LY294002+sham operation
(LY +S), PD98059 +sham operation (PD+S), ischemia reperfusion (IR), ischemic postconditioning (IPO), LY294002 + ischemic
postconditioning (LY+IPO), or PD98059+ischemic postconditioning (PD+IPO). Results Ischemic postconditioning significantly
alleviated hepatic ischemia-reperfusion-induced liver function injury and hepatocyte apoptosis and increased phophorylation
of Akt and ERK1/2. LY294002 and PD98059 antagonized the effects of ischemic postconditioning in the liver. Conclusion
Activation of PI3K and ERK1/2 may mediate the protective effect of ischemic postconditioning against hepatic ischemia-
reperfusion injury in rats.

Key words: ischemia reperfusion injury; ischemic postconditioning; liver; phosphatidylinositol-3-OH kinase; extracellular
signal-regulated protein kinase 1/2
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Tab.1 Changes of ALT and AST in each group (U/L, Mean+SD, n=8)
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AST 141.32445.46 1275.38+305.05*
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AST 143.58+54.24 1456.62+546.25 ™
PD98059-+if il J Zb FRLH ALT 58.48+8.25 1187.56+452.23™
AST 147.25+55.63 1446.25+435.46 ™
ALT: M5 TR 2B 2, AST: A8 5L 2 i, S, *P<0.05; SIETFRAMLL, *P<0.05; i
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Fig.1 Comparison of the phosphorylation level of Akt between
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Fig.2 Comparison of phosphorylation level of ERK1/2
between the groups.
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