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Study on Vasodilating Mechanism of Mailuoning Injection
Yi Xin et al
(Department of Clinical Pharmacology, Affiliated Hospital of Mudanjiang
Medical College, Mudanjiang 157011)

Abstract The effects of mailuoning injection (MLN) on vascular smooth muscle were
studied and compared with verapamil (Ver). MLN could non-competitively antagonize the dose-
response curves of norepinephrine (NE),potassium chloride a.nd calcium chloride on the isolated
aortic strips of rabbits, and obviously inhibited intracellular and extracellular Ca2*-depcndent
contraction of the aortic strips induced by NE. These cifccts of MLN were similar to Ver. The
rcsults suggestcd that the vasodilating mechanism of larg doses of MLN may selated to its effect
of blocking calcium channels.
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