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Effect of Salvia miltiorrhiza on Serum Lipid Peroxide, Superoxide Dismutase of the Patients with
Coronary Heart Disease XING Zhi-qiang, ZENG Xu-chu, YI Chun-tao, et al People’s Hospital of
Yichun District, Jiangci (336000

Twenty-four patients of coronary heart disease(CHD) were treated with Salvia miltiorrhiza
(SM> and the change of SM on serum lipid peroxide (LPQ), superoxide dismutase (SOL) after
treatment were observed. The results were compared with that of control group consisted of 20
healthy persons, it showed that before treatment, the serum LPO of patient was significantly higher
than that of control group and the SOD of patient was lower than that of healthy subjects (F <
001>, After treated with SM. the LPO level decreased and SOD activity increased significantly. The
mechanism might be correlated with the effect of SM in inhibiting platelets aggregation, reducing
hlood viscosity, improving myocardial ischemia and protecting cytomembrane. It suggested that SM
could be regarded as a good exogenous scavenger of oxygen free radical.
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