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[Abstract] Objective To evaluate the effect of glycogen synthesis kinanse 38 (GSK-38) in the
diabetic attenuates the myocardial protection of sevoflurane in rats. Methods Two monthes old
healthy clean male SD rats, weighing 210 - 300 g, were given single intraperitoneal injection of strep-
tozotocin (STZ) 60 mg/kg to establish diabetic rat model, 12 rats were allocated into group DS (dia-
betic rats with ischemia-reperfusion and sevoflurane post-procession). Another 48 healthy SD rats
simultaneously fed were divided into four groups (n = 12) according to the principle of random con-
trol: group Sham (sham operation) , group NI (ischemia-reperfusion), group NS (ischemia-reperfu-
sion and sevoflurane post-procession), and group GS (ischemia-reperfusion and GSK-38 overexpres-
sion). Ischemia-reperfusion model was induced by occlusion of the left coronary artery for 30 min fol-
lowed by 120 min reperfusion. The post-procession of sevoflurane was followed by inhalation of 2. 5%
sevoflurane for 5 min from 1 min before reperfusion. GSK-38 overexpression was performed by tail-
vein injection of GSK overexpressing recombinant adenovirus (AAV9) one week before the ischemia-
reperfusion model was constructed. The ECG performance of myocardial ischemia was observed in the
preparation of ischemia-reperfusion model in each group (stern elevation, large Q wave and arrhyth-

mia). Abdominal aortic blood was extracted and the concentration of ¢Tnl was tested after 120 min.
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And then the rats were executed to remove the heart. Myocardial infarct size and myocardial patholog-
ical damage were measured. The expression of GSK-383 and caspase-3 were detected by Western blot.
Results Compared with Sham group, groups NI, NS, DS and GS ECG showed ST segment eleva-
tion, wide Q wave, increased number of arrhythmia per minute, increased cardiac troponin concentra-
tion, increased infarct size, increased pathological damage, and up-regulated expression of caspase-3
(P <C0.05). Compared with group NI, the cardiac troponin concentration decreased in group NS, in-
farct size and pathological damage. caspase-3 expression were down-regulated (P <C 0.05).
Compared with group NS, groups DS and GS showed ST segment elevation and wide Q waves, in-
creased arrhythmia per minute, increased troponin concentration, increased infarct size, increased
pathological damage and up-regulated expression of caspase-3 (P < 0.05). Compared with group
DS, the difference between the above indicators was not statistically significant in group GS.
Conclusion Overexpression of GSK-38 recombinant adenovirus can increase myocardial IR injury in
diabetic rats and reduce the protective effect of sevoflurane on myocardial IR in diabetic rats. The pro-
tective mechanism of sevoflurane on diabetic myocardium is through signal transduction path of GSK.
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