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[ Abstract]  In China, plant-derived compounds, which are considered safe for the human body, have
been widely used in the medical field. Baicalin, a kind of flavonoids extracted from the rhizomes of Scutellaria
baicalensis, possesses significant biological activity. Multiple traditional Chinese medicine formulations contai-
ning baicalin are widely used in the treatment of various diseases, and have a high position in clinical medi-
cine. Myocardial fibrosis is the histopathological feature of cardiac remodeling formed in the end-stage of most
heart diseases, and it can destroy the cardiac structure, damage the heart function, increase the risk of adverse
cardiovascular events such as malignant arrhythmias and sudden cardiac death, thereby severely threatening hu-
man health. Myocardial fibrosis occurs due to a variety of factors including inflammation, apoptosis, p38 mito-
gen-activated protein kinase, matrix metalloproteinases and transforming growth factor-B. In this paper, the bi-
ological effects of baicalin on myocardial fibrosis are expounded through elucidating the interaction between ba-
icalin and these pro-fibrosis factors.
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