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Clinical Study on Ligustrazine in Treating Myocardial Ischemia and Reperfusion Injury LIN Li-na,
WANG Wan-tie, XU Zheng-jie, et al Department of Anesthestofogy, First Affiliated Hospiinl of Wean-
zhow Medical Cullege, Zhejiang (325003))

Objective; To explore the protective effect of Ligustrazine in treating myocardial ischemia, and
repetfusion injury. Methods,; The activitics of scrum superoxide dismutase (SOD ), glutathione peroxi-
dase (GSH-Px}, and lactic dehydrogenase (LDH) and the amount of malondialdehvde (MDA) as
well as the effects of Ligustrazine (LGT )} on them were determined in 16 patients with cardiopul-
monary bypass, who were, scheduled for elective cardiac surgery, were randomly divided into conirol
group and LGT group. Ligustrazine was given by intravenous drip within 2~ 3minute with a deflinite
speed before occlusion and immediately after release respectively. Their venous blood samples were
collected to measure the serum levels of SOD, GSH-Px, LDH and MDA by biochemical mctheds be-
fore the occlusion of aorta, at 30 minutes of occlusion and at 30 minutes after release respectively.
Resuits: There were significantly and very significantly differences between the values of control
group and LGT group. Conclusion ; LGT could effectively protect the myocardium from ischemia and
teperfusion injury.
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