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[Abstract] Heart failure is associated with high mortality and readmission rates. Despite standardized Western
medical treatment, a considerable number of patients still face a high risk of cardiovascular events. Shenfu QQiangxin
pill is a traditional Chinese medicine preparation for heart failure, which can improve cardiac function and enhance
myocardial contractility. Its active components regulate the autophagy-apoptosis balance of cardiomyocytes through
multiple components and targets, modulate the expression of autophagy-apoptosis-related molecules, act on multiple
signaling pathways, and synergistically optimize the cellular metabolic microenvironment to maintain cardiomyocyte
homeostasis. Clinically, when combined with Western medicine, it can improve patients' cardiac function and quality of
life with good safety. Biomarker studies also confirm its efficacy, providing a reference for the clinical treatment of heart

failure and showing good application potential.
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