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Dynamic changes and implication of plasma nitric oxide in rats with

myocardial ischemia and reperfusion
Zhao Mingzhong et al
Department of Cardiology, College of Clinical Medicine

The dynamic changes and implication of plasma nitric oxide(NO) in rats with myocardial ischemia and
reperfusion{ | /R) were analysed. Rats were divided into four groups: group [ (sham).group I[ | /R group with 3
h of ischemia followed by 48h of reperfuston{ | xRu)],group B(L - NAME+ [ /R) and group IV [Aminoguanidi-
ne(AG)+ | /R]. The dynamic chenges of plasma NO content and the effects of L— NAME and AG on myocardial
infarction sizes were determined. The results showed that plasma NO level increased during significantly 8h of
ischemia, but decreased within 6h of reperfusion following ischemia. At the late phase of reperfusion(after 6h of
reperfusion), there was a gradual increase in NO content, L— NAME inhibited the elevation of NO level during
the period of ischemia and reduced the myocardial infarction sizes in rats with [4Ra.but AG decreasect
significantly NO level at late phase of reperfusion and more effectively reduced the myocardial infarction sizes in
rats with [ aBa than L—NAME. The results suggest that the significant increases in plasma NO content
occurring in rats at period of ischemia and late phase of reperfusion play a harmful action in myoccardium. NO
synthase inhibitors, L-NAME and AG,could decrease the plasma NO level and protect myocardium against

ischemia and reperfusion injury.
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