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Research progress on pharmacological effects of baicalin against fibrosis
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Abstract: Fibrosis is a common pathological outcome of many chronic diseases that progress to the terminal stage. Currently, clinical
treatment options for fibrosis are very limited, and the long-term prognosis of patients is poor. Baicalin can exert anti-fibrotic
pharmacological effects by regulating core signaling pathways, inhibiting NOD like receptor protein 3 inflammasome activation,
reducing oxidative stress, and regulating extracellular matrix and epithelial mesenchymal transition. This article summarizes the
research progress on the pharmacological effects of baicalin against fibrosis, providing a basis for its clinical application.
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