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Protective Effect of Compatibilities of Ginsenosides Rg, and Aconitine on Myocardial Cells of in vitro Cul-
tured Heart Failure Model

DONG Yanhong'*, XIE Xiaofang"*, LI Xuemei"”,ZHU Yaning’, PENG Cheng"*(1.College of Pharmacy, Cheng-
du University of TCM, Chengdu 611137, China;2.State Key Lab Breeding Base of Systematic Research Devel-
opment and Utilization of Chinese Medicine Resources Co-founded by Sichuan Province and MOST, Chengdu
611137, China;3.Huarun Sanjiu (Ya’an) Pharmaceutical Co., Ltd., Sichuan Ya’an 625099, China)

ABSTRACT OBJECTIVE: To investigate the protective effect of the compatibilities of ginsenosides Rg; and aconitine on myocar-
dial cell of in vitro cultured heart failure model. METHODS: The myocardial cells of neonate rat were grouped into normal control
group, model group, positive control group (Deslanoside injection, 1x10~" mol/L), ginsenosides Rg, group (1x10~* mol/L), acon-
itine group (1x107’ mol/L) or their compatibilities groups (1:1,2:1,1:2, V/V). Except for normal control group, other groups
were given 0.8% pentobarbital sodium to induce heart failure model of myocardial cells. After modeling, each group was given rele-
vant medicine for 1 h, and then the activities of T-ATPase, Ca*-Mg*-ATPase, Na'-K'-ATPase in cells were all detected. The activi-
ties of acyl carrier protein (ACP) and lactate dehydrogenase (LDH), and the contents of brain natriuretic party(BNP), TNF-o and
total glycogen were measured in cell culture fluid. RESULTS: Compared with normal control group, T-ATPase and
Ca”*-Mg”'-ATPase activities were decreased significantly in model group; meanwhile, Na'-K*-ATPase activity was increased signifi-
cantly, and ACP, LDH activities and BNP content in cell culture fluid were increased significantly (P<<0.05). Compared with mod-
el group, the activities of T-ATPase in treatment groups were increased significantly, while the activity of LDH in cell culture fluid
was decreased significantly; when the volume ratio of ginsenoside Rg, to aconitine was 2:1, protective effect was the strongest;
the activities of Na'-K'-ATPase in aconitine group and compatibility groups were all decreased significantly, with statistical signifi-
cance (P<<0.05). The activities of ACP and BNP in cell culture fluid were all decreased in treatment groups, but the content.of to-
tal glycogen in cells and the TNF-o content of in cell culture fluid had no change (P>0.05). CONCLUSIONS: Compatibility of
ginsenosides Rg; and aconitine can improve ATPase activities and membranous permeability, regulate BNP' secretion and protect
myocardial cell of heart failure model, especially the compatibility of ginsenosides Rg; to aconitine=ofi2:1 ratio:

KEYWORDS Ginsenosides Rg;; Aconitine; Compatibility; Heart failure model; Myocardial cell; Membranous permeability;
Ion-related ATPase
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SR IR L, " P<<0.05; SRR LA, * P<<0.05
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0.05

3.2 {ARERREEMRIIELSR
5 TE 0 N2 e, TR 2 2 M % SR WP ACP
LDH iffi 7135 B T (P<<0.05) . SRR AL, %5 25

- 474 - China Pharmacy 2017 Vol. 28 No. 4

245 21 240 M 1% 57 W v LDH G 7 ¥ 5 25 AR (P<<0.05) ;
ACP {5 JJ AR R P L e AIG (B 22 S e ge i i (P>
0.05), &5 Rixh 2,
x2 BHAMAEFHHACP LDHEAMNELER (x+
s,n=10)

Tab 2 The activities of ACP and LDH in cell culture
liquid of each group(x+*s,n=10)

NBEfRg Bk

A1) WE mol/L  f mol/L ACP,UL LDH,UL
il 2615081 238792363
fERI 4524119 349.156851°
PRt 3441047 22590+38.80°
NBEARg 100%10° 3.08£086 19492411057
S35 100X10° 3484088  211.67£2653
JBERG SR IRIEA  050x10° 050107 3124079 21459+4421°
NS Rg G IEA  067x10°  033x107 2934157 25236£60.82°
NS Rg GERMRAA  033x10°  067x107  396£109  2449143160°

T SRR XA LR, * P<<0.05; S b, P<<0.05
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