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Experimental Study of Salvia Miltiorrhiza on Prevention of Restenosis after Angioplasty ZHOU
Xiao-ming, LU Zai-ying, WANG Dao-wen Cardiology Department Tong ji Hospital Tong ji
Medical University, Wihan (430030) :

Eor evaluating the possibility of Salvia miltiorrhiza (SM) on the prevention of arterial restenosis
after angioplasty, we investigated the effect of SM on the intimal thickening of air-injured carotid
artery of rats. The results showed that the maximal intimal thickness of the injured arteries was
much thinner in the treatment group than that in the control group, indicated that SM could prevent
experimental restenosis in rat model. Furthermore, we examined the effect of SM on the prolifera-
tion of the isolated rabbit arterial smooth muscle cells (SMC) cultivated in vitro. The results showed
that 5M inhibited the *H-TdR take-up and proliferation of SMC in a dose-dependent manner. The
study raised the possibility that SM could be used to prevent arterial restenosis after angioplasty.

Key words Salvia miltiorrhiza injection, smooth muscle cell, restenosis
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