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[ Abstract ] Objective: To study the effect of compatibility of aconitine and ginsenosides Rb, on ATP
enzyme and relatedion of myocardial cells. Method; Tryptic digestion and differential adherence method were used
to culture myocardial cells in new born rats, and then these rats were divided into normal group, aconitine group,
ginsenosides Rb, group, and aconitine and ginsenosides Rb, compatibility (1:1, 1:2, 2:1) groups. After
treatment for one hour, the activity of myocardial cells, ion concentration and ATP enzyme activity in myocardial
cells were detected in various groups. Result: The 0.2% aconitine could reduce myocardial cells activity, reduce
myocardial intracellular Mg’* and K* concentration, increase concentration of Ca’* and Na®, and reduce Ca’" -
ATPase, Na®-K* ATPase and Ca’*-Mg’* -ATPase activities; compatibility of aconitine and ginsenosides Rb,

could increase myocardial intracellular Mg®* and K* concentration, reduce myocardial intracellular Ca** and Na*
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concentration, and improve Ca’"-ATPase, Na'-K'-ATPase and Ca’’-Mg’*-ATPase activities. Conclusion;

Ginsenosides Rb, can reduce the aconitine toxicity on cardiomyocytes, and mechanism may be associated with

regulating ATPase activity of myocardial cell membrane and related ion concentration in cells.
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Table 1 Effects of compatibility of ginsenosides Rb, and aconitine

on activity of rat myocardial cells (¥ +s,n=6)
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/% /mol-L ™!

% - - 0. 906 +0. 060
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®2 ASEFR BASIEMNEREFAROCNAREMBS FHEIME (v £5,1=6)
Table 2 Effects of compatibility of ginsenosides Rb, and aconitine on related ion of rat myocardial cells (x +s,n=6) mol-L ™!

59 AZ R Rb,
453 Mg** Ca®* Na* K*
/% /mol-L ™! &

EH - - 0.974 £0.016 1.682 £0.013 11.198 +0. 491 0.851 £0.032
JED 7Y 0.2 - 0.937 £0.014 1.727 £0. 023 23.639 +9. 5587 0.753 £0. 060
AZ B Rb, - 1x10°° 0.997 +0. 070" 1.670 £0.010°"  11.936 =0. 384" 0.932 +0. 1559
23 - A2 B3 Rb, (1:1) 0.2 1x10°° 0.944 £0.018 1. 696 +0.026 13.299 +2.231% 0.808 £0.015
53 - N Z AT Rb, (1:2) 0.2 2x10°° 0.946 +0.012 1.652 +0.058%  15.405 +3.915% 0.841 +0.018
B3 - N2 2 Rb, (2:1) 0.4 1x10°° 0.984 £0. 045 1. 683 +0. 025 13.948 + 1. 848" 0. 838 £0.028
®3 ASEFHR BASIHMNEREFAROCNABEMEEHIZM (x+5,0=6)
Table 3 Effects of compatibility of ginsenosides Rb, and aconitine on various enzymes of rat myocardial cells (x +s,n=6) U-mg ™!

21 51 Bk ABRH R, Ca’* -Mg®* -ATPase Na* -K * -ATPase Ca®* -ATPase
/% /mol -1, 7!

E# - - 10.936 +2. 188 31.877 +3.728 12.951 £4.813
133, 0.2 - 9.450 +2.238 24.777 £3.511 8.667 +0.913%
ANZ AT Rb, - 1x10°° 16.175 £11.447 25.599 +5.296 10.091 £1.615
L3 00- A2 B Rb, (1:1) 0.2 1x10°¢ 10. 140 =1.621 29.121 +4.993% 11.457 £2.054
L3 00- NS 2 Rb, (1:2) 0.2 2x10°° 12.944 £3.313 23.087 +7.544 11.749 +0.755%
L3 k- A 2 A Rb, (2:1) 0.4 1x10°° 8.062 +3.748 24.453 £8.604 13.242 +£3.033%
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