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(4°C), B ETFW20 pl AR P (R W B
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Protective Effects of Danshen Co on Experimental

Myocardial Infarction

Xiao Dong, Zhao Xueyin, Gu Zhenlun, Qian Zengnian
(Suzhou Institute of Chinese Materia Medica, Suzhou 215007)
Mao Dihua (Department of Pathology, Suzhou Medical College)

Zhou Wenxuan, Guo Chiyl (Winsor Health Products Ltd., Hong Kong)

{\bstract The effects of Danshen Co (CDS) on experimental myocardial infarction were studied
in anaesthetized rats. CDS 60, 120 mg-kg~! ip decreased CPK and myocardial infarct. scope, gr-
eatly protected myocardial SOD activity, and alleviated the pathologic changes of the ultrastru-
cture of infarct myocyte. The results indicated that CDS had protective effects against myocar-

dial infarction probably by free radicals and subsequent lipid peroxidation.
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