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Effects of hyperglycemia during myocardial ischemia on

myocardial ischemia/reperfusion injury in rats
SU Hui* , SUN Xin, WANG Xiaoming , et al
* Second Department of Geriatrics, Xijing Hospital, the Fourth Military Medical University ,
Xian 710032, China

[Abstract] Objective To study the effects of different levels of hyperglycemia on myocardial ischemia/reperfusion
injury in rats, Methods Thirty-two SD male rats were subjected to 30 min of myocardial ischemia (MI)and 6 h of reperfu-
sion(R)and were randomly divided into 4 groups; SHAM(sham operation) , CON(saline administration throughout ischemia
and reperfusion period) , HG, (administration of 25% glucose by intravenous infusion during ischemia and saline during reper-
fusion), HG; (administration of 50% glucose by intravenous infusion during ischemia and saline during reperfusion). The ve-
locity of intravenous infusion was 4 ml/ (kg * h). Blood glucose levels were monitored throughout the experiment. Myocardial
infarction size and serum myocardial enzymogram of rats were determined after the experiment. Results (@ Blood glucose
concentrations significantly increased in HG, and HG;, groups compared with CON group, being (10. 5+ 1. 0) and(18. 0t
1. 2) mmol/L vs (4. 740, 7)mmol/L respectively. @ Serum CK and LDH increased remarkably in HG, and HG, groups.
There was a positive correlation between blood glucose and CK, LDH levels. 3 There was a trend of increase in infarction
size in HG, group compared with CON group, but there was no significant difference((40. 845.2)% vs (37. 6+5.8)%,
P>0.05). Myocardial infarction size enlarged significantly in HG, group((45.6+8.5)% vs (37.65.8) %, P<0. 05).
There was a positive correlation between infarction size and blood glucose level. Conclusion  Acute hyperglycemia during is-
chemia significantly exacerbates MI/R injury. Furthermore, there is a positive correlation between hyperglycemia and myo-
cardial injury.
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