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Advances in Research on Cardiovascular Toxicity of Radix Aconiti

JIAN Sigangl, LIU Xinz, ZHANG Yongz*(I.College of Pharmacy, Harbin Medical University, Harbin 150081, China;
2.Bio-pharmaceutical Key Laboratory of Heilongjiang Province-Incubator of State Key Laboratory, Department of
Pharmacology of College of Pharmacy, Institute of Metabolic Diseases of Medical Research Center Between China and Russia,
Harbin Medical University, Harbin 150081, China)

ABSTRACT: Radix Aconiti is the mother root of Aconitum aconitum, which has complex chemical composition and various
effects, but its toxicity is also strong. Cardiotoxicity is one of the main toxicities. Aconitine is the main toxic component, its
toxicological mechanisms involve strong excitation of the vagus nerve and the rapid changes of calcium concentration in
cardiomyocytes, which further results in increased cell membrane permeability, organelle degeneration, DNA damage,
cardiomyocyte apoptosis and eventually causes heart damage. In addition, aconitine can also damage vascular endothelial cells.
Clinically, Radix Aconiti poisoning is usually treated by removal of poisons, using of antiarrhythmic drugs, and blood
purification. Understanding the cardiovascular toxicity, toxicological mechanism and preventive solution of Radix Aconiti has
great significance for the clinical application of Radix Aconiti.

KEYWORDS: Radix Aconiti; cardiovascular system toxicity; toxic mechanism; preventive solution
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Fig. 1 Advances in research on cardiovascular toxicity of Radix Aconiti
NO-nitric oxide; Cx43—connexin 43; VGSC—voltage-gated sodium channels; Na'—sodium ion; NCX-Na'/Ca®" exchanger; RyR2-ryanodine receptor 2;

L-VGCCs—L-type voltage-gated calcium channels; SERCA—sarcoendoplasmic reticulum Ca®*-ATPase.
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