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Abstract Objective: To explore the effect of butylphthalide (NBP) on cardiac function in rats with myocardial infarc-
tion (MI) through the signal pathway of mammalian target of rapamycin (mTOR). Methods: A total of 30 male rats were di-
vided into sham group, MI group and NBP group. Cardiac function, left ventricular mass and left ventricular index were
measured. Myocardial histopathology and collagen fibrosis were observed by HE staining and Masson staining. Western blot-
ting was used to detect the expression of mTOR and phosphorylated mTOR (p-mTOR). Results: As compared with sham
group, LVEDD and LVESD were significantly increased, LVEF and LVFS were significantly decreased in MI group (P <
0.05), and those in NBP group were significantly improved after intervention (P <0.05). The left ventricular mass and left
ventricular mass index in MI group were significantly higher than those in sham group (P <0.05); After intervention, the
left ventricular mass and left ventricular mass index in NBP group were significantly inhibited (P <0.05). Compared with
sham group, mTOR protein and p-mTOR protein in MI group were significantly decreased (P <0.05). After intervention
with NBP, the expression of mTOR protein and p-mTOR protein in NBP group increased significantly (P <0.05). Conclu-
sion: can improve the cardiac function of rats with myocardial infarction. It is speculated that NBP can protect cardiac func-
tion by activating mTOR signaling pathway.
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