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Effect of Aconiti Radix on the Toxicity Induced by
Glucose Oxidase in Cultured Myocardial Cells
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Gap Sang Lee’, Bok Hee Jin®, Hong Chul Shin®, Do Gon Ryu’, Seung Taeck Park*

School of Medicine, 1:Graduate School of Oriental Medicine, 2. College of Life Science,
3. Wonkwang Health Science College, 4.College of Oriental Medicine, Wonkang University

Cytotoxicity of glucose oxidase(GO) and neuroprotective effect of Aconiti Radix(AKR) against GO-induced
neurotoxicity were measured for elucidating the mechanism of cardiotoxicity on cultured mouse myocardial cells by
MTT assay after myocardial cells were cultured for 24 hours at various concentrations of GO. GO was toxic in a time-
and dose-dependent manner on cultured myocardial cells after myocardial cells were grown for 24 hours in media
containing 5~40mU/ml GO. While, cultures were pretreated with 50 ..g/ml AKR for 2 hours increased remarkably cell
viability. From the above results, it is suggested that GO is toxic on cultured mouse myocardial celis by the decrease
of celt viability, and herb medicine such as AKR is very effective in the prevention of myocardial toxicity induced by GO.
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Fig. 1. Dose-dependent response relationship of glucose oxidase
(GO) in cultured myocardial cells of mouse. Cytotoxicity was measured by
MTT assay. The results indicate the mean+SD for 6 expenments. *p(0.05: **p¢0.01
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Fig. 2. Time-dependent response relationship of glucose oxidase
(GO} in cultured myocardial cells of mouse. Cytotoxicity was measured
by MTT assay. The results indicate the mean+SD for 6 expenments. *p¢0.05: *p<0.01
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Fig. 3. Dose-response relationship on Aconiti Kusnezofii Radix
(AKR) for its neuroprotective effect on glucose oxidase(GO). The
results ndicate the mean+SD for 6 experiments. *p¢0.05; **p<0.01
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