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Abstract Objective To investigate the effect of short — chain fatty acid propionate on cardiac remodeling after myocardial infarc-
tion (MI) in rats and its possible mechanism. Methods Sixty male rats were randomly divided into control group, MI group ( model
group) , MI + propionate group ( propionate group) , with 20 rats in each group. The model group was ligated with the anterior descending
coronary artery to establish an MI model. The propionate group was given propionate continuously for 28 days after the MI model was es-
tablished. After 28 days, the blood pressure, heart rate, left ventricular structure and function, electrophysiological index and heart rate
variability of each group of rats were measured. Results Compared with the control group, the model group rats’ heart rate increased sig-
nificantly, left ventricular ejection fraction decreased significantly, and left ventricular end — diastolic diameter increased significantly,
ventricular effective refractory period dispersion increased significantly, ventricular fibrillation threshold decreased significantly, and ECG
T The peak — to — terminal interval was significantly prolonged, and the low — frequency component and low - frequency component/high —
frequency component of heart rate variability increased significantly, and the high — frequency component decreased significantly. Com-
pared with the model group, the above indicators in the propionate group can be significantly improved. Conclusion Propionate can im-
prove cardiac remodeling after myocardial infarction in rats, and its mechanism may be related to the regulation of the autonomic nervous
system.
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