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Effect of berberine on myocardial apoptosis and myocardial ischemia-reperfusion injury in rats
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Abstract:Objective To investigate the mechanism of berberine in preventing acute myocardial ischemia-
reperfusion injury in rats. Methods Rats were randomly divided into blank control group, sham operation
group,model group and berberine group with 15 rats in each group. The berberine group was given 100
mg/kg berberine by gavage,and the other three groups were given corresponding volume of drug solvent,once
a day. Two weeks after administration,the model group and berberine group were subjected to myocardial is-
chemia-reperfusion. The sham operation group did not cause acute ischemia,while the control group was anes-
thetized,and the other operations were the same. The levels of superoxide dismutase (SOD) ,lactate dehydro-
genase (LDH) ,malondialdehyde (MDA) and the relative expression levels of apoptosis related proteins cyste-
ine-containing aspartate proteolytic enzyme-3 (Caspase-3), B lymphoma-2 (Bcl-2), Bel-2 related x protein
(Bax) were detected. Results The infarct size of berberine group [ (43.2945.58) % ] was lower than that of
model group [ (25.39=+4.26) % J].and the differences were statistically significant(P <C0. 05). Compared with
the control group,the levels of SOD was decreased, the levels of LDH and MDA were increased, the protein
and gene expression levels of Bax and Caspase-3 were increased,the expression level of Bax/Bcl-2 gene was in-
creased,and the protein and gene expression levels of Bel-2 were decreased in the model group (P <C0. 05);
compared with the model group,the level of SOD was increased, the levels of LDH and MDA were decreased,
the protein and gene expression levels of Bax,Caspase-3 were decreased,the gene expression level of Bax/Bcl-
2 was decreased,and the protein and gene expression levels of Bel-2 were increased (P <Z0. 05) in berberine
group. Conclusion Berberine can improve the acute myocardial ischemia-reperfusion injury in rats by reducing

myocardial peroxidation and then inhibiting cardiomyocyte apoptosis.
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