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[ Abstract] Objective: To investigate whether salidroside (SAL) therapy could reduce

mortality, improve cardiac function and alleviate myocardial remodeling in mice with myocardial
infarction. Methods: The mice were divided into Sham group, SAL group and myocardial
infarction (MI) group. The mouse model of MI was established by ligating anterior descending
branch of the coronary artery. Then mice in SAL group were treated with SAL intragastric
administration and mice in Sham and MI group were treated with saline. After 21 days, the
mortality, heart function, degree of myocardialfibrosis, infarct size and expression of inflammatory
factor in each group was determined.  Results: The survival rate was 100%, 80% and 50% in
Sham, SAL and MI group, respectively (P<0.05). Compared with MI group, mice in SAL group
had impoved heart function, degree of fibrosis, infarct size, apoptosis index and angiogenesis.
In addition, the expression levels of tumor necrosis factor-o, transforming growth factor-p1,
interleukin-1P and apoptosis signal-regulated kinase 1 were decreased (P<0.05), whereas the
expression levels of BCL-2, vascular endothelial growth factor, p-Akt and p-eNOS were increased
in SAL group (P<0.05). Conclusion: This study suggests that salidroside could reduce mortality,
myocardialfibrosis, infarct size and improve myocardial function and remodeling after myocardial
infarction in mice.
[Key words] Salidroside; Myocardial infarction; Myocardial remodeling
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