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Effect of C-phycocyanin on Heme Oxygenase-1 Expression and
its Molecular Mechanism in Acute Lung Injury Septic Rats

ZHOU Dinggeng ,ZHAN Xiangyang,ZHANG Yonghu, et al
( Department of Emergency ,the Second Affiliated Hospital , University of South China,
Hengyang , Hunan 421001 , China)

Abstract: Objective To observe the effect of C-phycocyanin (CPC) on Heme oxygenase-1 (HO-1) expression
and its molecular mechanism in acute lung injury ( ALI) in septic rats. Methods SD rats were randomly divided into
control group,model group and CPC group. Cecal ligation and puncture was used to establish septic acute lung injury rats
(model group) . For the CPC groups, septic acute lung injury rats were administrated by 20,40 and 60mg/kg of CPC by per-
itoneal injection. 72h after the operation, serum and lung tissue were obtained ,and expression of HO-1 and its enzymic activ-
ity were detected by Western blot and colorimetric method , respectively. The total proteins in lung tissue and the nuclear
proteins were extracted , phosphorylation of Akt and nuclear translocation of Nrf2 were detected by Superoxide Level produc-
tion in Lungs and were measured by chemiluminescence. Results CPC could significantly induce ALI rats expression of
HO-1, and increase its enzymic activily. In addition, CPC could also induce Akt phosphorylation and Nrf2 nuclear transloca-
tion. Furthermore, CPC could elevate superoxide formation. However, blocking HO-1 activity by tin protoporphyrin IX
(SnPP) ,an HO-1 inhibitor, markedly abolished the inhibitory effect of superoxide production induced by CPC in septic-in-
duced ALI rats.  Conclusion CPC induced HO-1 expression in septic-induced ALI rats is mediated by Akt and Nrf2.
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XFHO-1 A5 T Be 5 30E PI3K Gl A ¢,
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