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Protective Mechanism of Puerarin Injection on Cardiocytes from the Perspective of
Oxidative Stress

LU Shou-rong, WANG Bin, WAN He-ming, ZHANG Bing-shan, GUO Hua, WANG Zhuo, YU Jie ( Department

of Geriatrics , Wuxi People’s Hospital , Nanjing Medical University , Wuxi 214023 , China)

ABSTRACT Objective To observe the effect of puerarin injection on cultured cardiocytes in the perspective of oxidative
stress,,and explore the mechanism of myocardial protection. =~ Methods Neonatal cardiocytes were cultured and the cytotoxicity
in cultured cardiocytes was induced by anoxia. Then,a method of serum pharmacology was used to study the effect of puerarin
injection on cell viability, which was analyzed using the MTT assay. Super oxide dismutase (SOD) , malonaldehyde ( MDA) ,
lactate dehydrogenase (LDH) ,creatine kinase ( CK) and creatine kinase MB ( CK-MB) activity in medium were assayed by
automatic biochemistry analyzer. ~ Results The absorbance (A) values, LDH,CK,CK-MB,SOD activity and MDA levels of the
model group and puerarin injection group were as followes: A values (0.503+0.014),(0.539+0.012) ;LDH (61.58+3.41),
(53.54+2.01) U - L7';CK (12.61+1.02),(7.49+0.44) U - L' ;CK-MB (6.30+0.42),(2.52+0.44) U - L™';SOD
(24.31+0.63),(25.34+0.34) U - mL™"' ;MDA (1.39+0.22),(1.08+0.11) mmol - L™, respectively ( P<0.05 or P<
0.01). The A values indicated that the puerarin injection increased the activity of the cells significantly as compared with the
model group. And it could significantly reduce LDH, CK, CK-MB activity and MDA levels and increase SOD activity in the
medium as compared with model group (P<0.05 or P<0.01).  Conclusion Puerarin injection can inhibit oxidative stress in
myocardial cells,thereby to protect myocardium.
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Tab.1 Effect of puerarin injection on LDH,CK and CK-MB in cultured hypoxia cardiomyocytes

U-L" x%s,n=6

2053 FHE/ (g - kg) LDH CK CK-MB
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50 57.75+1.53 "2 7.81£0.61"' 3.91+0.71""
100 53.54%2.01"" 7.49+0.44*! 2.52+0.44 "'
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LSREAMMILE ' P<0.01, "7 P<0.05; 5 = & 3 E LA P P<0. 01
Compared with the model group, *' P<0.01, **P<0. 05 ;compared with the blank control group, **P<0.01

*2 BRFTHFHEMRE A SOD K& MDA KIS0
Tab.2 Effect of puerarin injection on SOD and MDA in

cultured hypoxia cardiomyocytes x+s,n=06
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