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Protective role of overexpression of HO-1 induced by lipoxin A, on hypoxia/reoxygenation
lesion of myocardiac cells

TANG Yan-rong, WU Sheng-hua*
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[Abstract] Objective:To investigate the roles of lipoxin A, (LXA,) in attenuating myocardial hypoxia/reoxygenation (H/R) lesion
and the possible mechanisms. Methods: The cells were randomly divided into five groups:control group,H/R group,LXA, + H/R
group,ZnPP + H/R group, XA, + ZnPP + H/R group. Pathological changes of cells was observed. The levels of LDH and CK in
cellular superatants were measured ,and activity of HO-1 was measured. HO-1 mRNA expression was analyzed by RT-PCR. Results.
Pretreatment of the cells undergoing hypoxia/reoxygenation lesion with LXA, significantly reduced the LDH and CK levels of cells,
protected cells from necrosis,and increased the HO-1 activity and the HO-1 mRNA expression as compared with those in the cells
without LXA, pretreatment. However, HO-1 inhibition by ZnPP abolished the protective role of LXA, on the cells undergoing hypoxia/
reoxygenation lesion. Conclusion: XA, can induce HO-1 overexpression which provide the protective role on myocardiac cells
undergoing hypoxia/reoxygenation lesion.
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Figure 1 The effect to the growth appearance of myocardiac cells with different treatments (x 100)
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Figure 2 Activity of HO-1 in myocardiac cells
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Figure 4 Levels of CK in cellular supernatants
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Figure 5 Expression of HO-1 mRNA in each groups
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