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[Abstract] Objective: To investigate the effects of deferoxamine pretreatment combined with sevoflurane
postconditioning on myocardial ischemia-reperfusion injury (I/R) in diabetic rats.  Methods; The I/R mode
was established by using Langendorff perfusion apparatus and the rats were subjected to ischemia for 40 min
followed by reperfusion for two hours. After deferoxamine pretreatment and/or sevoflurane postconditioning,
hemodynamic parameters such as heart rate (HR), left ventricular development pressure (LVDP), left
ventricular end-diastolic pressure (LVEDP), and maximal rate of increase of left ventricular pressure ( + dp/
dtmax) were recorded in each group. The expression levels of hypoxia-inducible factor (HIF)-1« and vascular
endothelial growth factor (VEGF) were determined by western blot. The ultrastructure of mitochondria was
observed by electron microscope. The area of myocardial infarction was determined by TTC staining method.
Results: Compared with the control group, HR, LVDP and + dp/dtmax in other groups were significantly
decreased, and LVEDP and the area of myocardial infarction were significantly increased (P all <C0. 05). The

expression of HIF-1¢ and VEGF was up-regulated and mitochondrial structure had different degrees of damage
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(P all <0. 05). Compared with I/R group, in the DFO group and DFO +SPostC group, LLVEDP was
significantly decreased; HR, L.VDP and + dp/dtmax were significantly improved; the expression of HIF-1¢ and
VEGF was up-regulated, and the area of myocardial infarction decreased (P all <C0. 05). The structure of
mitochondria was relatively completed in the DFO group and DFO + SPostC group. As compared with DFO
group, LVEDP was significantly decreased and HR, LLVDP as well as + dp/dtmax were significantly improved;
the expression of HIF-1¢ and VEGF was up-regulated, and the myocardial infarcttion size decreased in the

DFO+ SPostC group (P all <{0. 05). The mitochondria structure was almost complete and slightly swollen in
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DFO+ SPostC group.

can alleviate myocardial IR injury in diabetic rats.

Conclusions: Deferoxamine pretreatment combined with sevoflurane postconditioning
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