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Mechanisms Responsible for Protective Effect of Sini Decoction on Ischemic Myocardium in Mice
‘Wu Wei-kang, Hou Can, Luo Han-chuan, et al Sun Yaf-sen University of Medical Sciences, Guangzhou

(510089)

The pessible mechanisms respensible for the protective effect of Sini decoction (SND) on the

ischemic myocardium were studied on the mice model of pituitrin-induced myocardial ischemia in

terms of free radical. Results indicated that SND significantly decreased the concentration of oxygen

free radical and the content of malondialdehyde (MDA), increased nutriticnal bleod flow and the

activity of superoxide dismutase {SOD) in ischemic myocardium. These results suggested that three

mechanisms whereby SND exerted its protective effects.existed;

improving the perfusion of ischemic

myocardium, attenuating the injuricus action of free radical and strengthening the free radical defense.
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