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ABSTRACT Objective: To investigate the protective effects of post-treatment with Astragaloside [V (AsIV) on neonatal rat cardiom-
yocytes induced by simulated ischemia reperfusion injury (SI/RI). Methods: The cardiomyocytes were divided into 5 groups: Control,
SL/RL, AslV (5,10,20uM)+SL/RI. After each group been treated, MTT method was used to determine the survival rate of cells; TUNEL
used to detect the apoptotic rate of cells; The special kits were used to detect the levels of superpxide dismutase (SOD)and
malondialdehyde (MDA) in the culture medium. Western blot was used to detect the expression of Bcl-2 and Caspase-3 protein. Results:
Comparing with the control group, the cell survival rate and the apoptotic rate increased significantly, while the SOD level in the culture
medium decreased significantly and the MDA level increased significantly. The above parameters of cells were improved significantly
when treated by AsIV on concentration - dependent manner. Westren blot showed the expression of Bcl-2 protein increased significantly
and the expression of Casepase-3 decreased significantly after being treated with AsIV. Conclusion: AstragalosidelV has the protective
effect on the neonatal rat cardiomyocytes induced by SI/RI, up-regulated the expression of Bcl-2 and down-regulated Caspase-3. Hence,
Astragaloside IV may be a potential new drug in treatment of myocardial ischemia reperfusion injury.
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Fig.l MTT determined the effects of post-treatment with Astragaloside [V
on survival rates of neonatal rat cardiomyocytes induced by simulated
ischemia reperfusion injury
* 5 AMRAMEL **P<0.05; SREES KRG EMLL , #P<0.05;
5 AslV (5pumol/Ly+SI/RI ZH#BLE , A AP<0.05; 5 AsIV(10y mol/L)+ ff
A5 |iRMHAMEL, % P<0.05,

*Note: Compared to the control group, **P<0.05 ; Compared to the SI/RI
group, ##P<0.05 ; Compared to the AsIV(5pumol/L)+SI/RI group, A AP
<0.05 ; Compared to the AsIV (10pmol/L)+ SI/RI group, ¥¢ ¥t P<0.05.
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Fig.2 TUNEL determined the effects of post-treatment with Astragaloside IV on survival rates of neonatal rat cardiomyocytes induced by simulated

ischemia reperfusion injury
*E: 5 AAMRE **P<0.05; SRES|EHRHAMLL , #P<0.05; 5 AsIV (Sumol/Ly+ SREE Fifif52AMLL , A AP<0.05; 5 AsIV (10pmol/L)+ FR
SERIRMHAMELL, % P<0.05,
*Note: Compared to the control group, **P<0.05; Compared to the SI/RI group, ##P<0.05 ; Compared to the AsIV(5y mol/L)+SI/RI group, A A P<0.05;
Compared to the AsIV (10mol/L)+ SI/RI group, ¥ v¢ P<0.05.
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Fig.3 The effect of Astragaloside [V on the SOD and MDA of nutrient
solution
* . 5 aAMELE **P<0.05; SRES HAMLL, #P<0.05; 5 AslV
(Spmol/L)y+ B & SIRG AL, A AP<0.05;5 AsIV(10pmol/L)+
GRESFHMLL, 70 ¥ P<0.05,

*Note: Compared to the control group, **P<0.05; Compared to the SI/RI
group, ##P<0.05; Compared to the AsIV(5 wmol/L)+SI/RI group, A AP
<0.05; Compared to the AsIV (10 wmol/L)+ SI/RI group, ¥t ¢ P<0.05.
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Fig.4 The effect of As IV on Bcl-2 and Caspase-3 of cardiomyocytes
* . S EAHEE **P<0.05; 5 SURI A48 L, ##P<0.05,
*Note: Compared to the control group, **P<0.05; Compared to the SI/RI
group, ##P<0.05.
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