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Abstract: Myocardial fibrosis, characterized primarily by persistent activation of fibroblasts and excessive deposition of
extracellular matrix, is a key pathological basis for ventricular remodeling and impaired cardiac function. Paeoniflorin,
a monoterpene glycoside active component derived from peony, exhibits pharmacological effects including anti-
inflammatory, antioxidant, and regulation of cell death. Both cellular and animal studies have shown that paeconiflorin
can alleviate fibrotic changes in models of hypertension, pressure overload, diabetic cardiomyopathy, and myocardial
infarction. Its mechanisms involve multiple signaling pathways such as TGF-B/Smads, MAPK, NF-kB, and AMPK/Nrf2/
NLRP3, and may also be associated with complement regulation and AKT1. This review summarizes the mechanisms
underlying myocardial fibrosis, the effects of paeoniflorin across various disease models, and the related molecular
pathways, while discussing limitations of current evidence to provide insights for future research.
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