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[ Abstract] Objective: To investigate the effects of Buyanghuanwu decoction on myocardial cell apop-
tosis and heat shock protein 20 ( Hsp20) expression at the non-infarction regions of left ventricle of my-
ocardial infarction rats. Methods; One hundred and twenty male Wistar SPF rats were used. Acute
myocardial infarction model was established by ligating the left main coronary artery. Rats were divided
into model group (group M) , Buyanghuanwu decoction group (group B) and sham group (group S).
TUNEL staining was adopted to detect myocardial cell apoptosis and Westren-blot was performed to de-
tect Hsp20 and phosphorylation-Hsp 20 ( p-Hsp 20) expression in myocardial cells of all three groups.
Hsp20 mRNA expression was detected by using qPCR. Results; Comparing with group S, both apop-
totic cell number and apoptotic index of group B increased, and the differences between the two groups
were statistically significant (P <0.01) ; comparing with group M, apoptotic cell number reduced and
apoptotic index decreased in group B, and the differences were statistically significant (P <0.01) ;

myocardial cell Hsp 20 and p-Hsp 20 expressions of group B were significantly higher than those of
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group M, and obviously lower than those of group S (P <0.01) ; The myocardial cell Hsp 20 mRNA

expression in group B was more than in group M, and lowered more than in group S. The differences

were statistically significant (P <0.01). Conclusions: Buyanghuanwu decoction might promote the

expression of Hsp 20 to inhibit myocardial cell apoptosis in the non-infarction regions of left ventricle in

rats with acute myocardial infarction.
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Fig.3 HSP20mRNA expression in rat myocardial cells
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