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Effect of Migao Xinle Dropiet Pills on Free Radicals and Serum Nitric Oxide on Myocardial Ischemia Reperfosion
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lege, Guiyang{ 550004 }

Objective; To observe the protective effects of Migao Xinle Droplet Pills( MXLDP}on experimental myocardial
injury induced by ischernia and reperfusion in rat on the basis of the cytoprotection theory. Methods: Studied the
clearance capacity of MXLDP to oxygen free radicels and the contents of serum nitric oxide{ NO)on the myocardial
ischemia reperfusion injury model was produced by the 45 min ligation of left descending coronary artery and reper-
fusion in rats. Results: MXLDP pretreatment{30 and 120 mg-kg™ ' d ™ 1) prevented significantly reduction of my-
ocardial superoxide dismutase( SOD) activity, reduced malondialdehyde( MDA }content and myocardial creatine phos-
phokinase{ CPK ) release ; diminished significantly myocardial infarction size, decreased lactate dehydrogenase{ LIDH)
activity and increased the concentration of serum NO in comparison with the control{ P < 0.05~ 0.01)}. Concle-
sions: It has a protective effect on myocardial ischemia/ reperfusion injury. The action is considered to be related to
the inhibition of the oxygen free radicals and subsequent lipid peroxidation as well as prevented reduction of NO.
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