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The effect of hypoxic preconditioning on the function of coronary artery endothelium after hypoxia-reoxygenation "
Zhou Qiyun , Hu Yingxue , He Lishu , Feng Zhigiang ,Gong Jian ,Li Shikang®
(Department o f Cardiothoracic ,Cardiovascular Institute sthe First Hospital of
Guangxi Medical University , Nanning ,Guangxi 530021 ,China)

Abstract: Objective To study the effect of hypoxic preconditioning on the function of coronary artery endothelium after hypox-
ia-reoxygenation. Methods Thirty-six porcine coronary rings in 2 mm long were randomly divided into four groups. Control group
(n=9) :incubation in Krebs-Henseleit(KH) at 37 C for 90 minutes with a constant suply of oxygen; Group A(n=19) :60-minute
hypoxia(PO, <15 mm Hg) followed by 30 minute reoxygenation in KH at 4 ‘C ; Group B(n=9) : hypoxia for 5 minutes followed by
reoxygenation for 10 minutes before hypoxia-reoxygenation. Group C(n=9) :5-hydroxydecanoate(10 pmol/L) was given 20 miuntes
prior to hypoxia preconditioning. The endothelium-derived hyperpolarizing factor (EDHF )-mediated relaxation ( percentage of 30
nmol/L U46619 precontraction) induced by bradykinin in the present of indomethacin(7 pmol/L), LNNA(300 pymol/L) and oxy-
hemoglobin(20 pmol/L) were measured in the organ chambers. Results Compared with control group, the relaxation induced by
bradykinin was significantly decreased in group A, C, while there was no significant difference in group B. Conclusion Hypoxia-
reoxygenation impairs EDHF mediated relaxation in coronary artery. This function can be restored by hypoxia preconditioning it's
effect might be related to mitochondrial ATP-sensitive K¥ channels.
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