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The effects of tanshinone inhibiting calmodulin signal system on malignant arrhythmias after myocardial infarction”
Lu Tingting
(In spection Department ,Guangxi Medical College , Nanning ,Guangzxi 530021 ,China)

Abstract : Objective  To observe the effects of tanshinone on malignant arrhythmias which occured in rabbit model of myocardi-
al infarction,and explore the relationship between tanshinone induced calmodulin(CaM) signal system changes and the incidence of
malignant arrhythmias after myocardial infarction. Methods A total of 90 healthy big ear rabbits were selected and randomly divid-
ed into 3 groups:myocardial infarction model rabbits(non-intervention group) and myocardial infarction model rabbits with tanshi-
none intervention(intervention group) and sham operated rabbits(control group),30 rats in each group. The incidence of malignant
arrhythmias, calmodulin(CaM) , calmodulin kinase [[ (CaMK [| ), transmural dispersity of repolarization(TDR) and the concentra-
tion of Ca*" in myocardial cells were statistically analysed and compared among the 3 groups. Results The control group did not
undergo malignant myocardial infarction, in non-intervention group and intervention group, malignant arrhythmia incidence was
higher than that in control group(P<C0. 05) ;in non-intervention group,malignant arrhythmia rate(60. 00%) was higher than that in
intervention group(10% ) (P<C0. 05). The CaM concentration in non-intervention and intervention group rabbits were 1. 483 and
1. 321 times of control group rabbits respectively, the difference was statistically significant(P<C0. 05) ; CaM protein levels of non-
intervention group was higher than that of intervention group(P<C0. 05). No statistical significance of CaMK | activity among the
3 groups were observed(P>>0. 05). Serum Ca’" concentration in non-intervention group was higher than that in control group and
intervention group(P<C0. 05) ;serum Ca®" concentration in control group was lower than that in intervention group(P<C0. 05). The
TDR of intervention group is lower than that of non-intervention group,the two groups' TDR were both higher than that of control
group(P<C0. 05). At single cell level, the intracellular calcium concentration of intervention group was lower than that of non-inter-
vention group (P<C0. 05). Conclusion The relevant signal factors of CaM signal transduction system have implications on malig-
nant arrhythmia after myocardial infarction. Tanshinone can inhibit CaM signaling system and play an important role in the preven-
tion of malignant arrhythmia after myocardial infarction.
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