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Abstract: Ulcerative colitis (UC) is a complex, recurrent chronic non-specific inflammatory disease with unclear etiology. Its incidence
and mortality rates are showing a significant upward trend both in China and globally. While western medical treatments can alleviate
disease progression to some extent, they are accompanied by issues such as hormonal dependence, adverse reactions, drug resistance,
and decreased quality of life, failing to fully meet clinical needs. Therefore, the search for new therapeutic drugs is urgent. Traditional
Chinese medicine (TCM), as a time-honored and continuously evolving medical system, has rejuvenated its vitality through interactions
with modern medicine. It particularly excels in treating UC due to its multifaceted approach involving multiple components, targets,
and pathways. TCM saponin components, known for their broad therapeutic effects, have become a focal point for researchers and
developers. The pathogenesis of UC is complex and not yet fully understood, but it is closely related to inflammation, oxidative stress,
immune abnormalities, and dysbiosis of the gut microbiota. Numerous studies have demonstrated that TCM saponin components, such
as anemoside, ginsenosides, curculigoside, and dioscin, can exert anti-UC activities through various mechanisms. These include

regulating inflammatory microenvironments, antioxidative stress, modulating gut microbiota, controlling immune microenvironments,
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inducing autophagy, apoptosis, and pyroptosis via signaling pathways such as NF-«kB, PI3K/Akt, Gal-3/NLRP3/IL-1, etc. This review

summarizes the recent understanding of the mechanisms of action of TCM saponin components in the treatment of UC. It aims to

provide new insights for drug treatment research and the development of novel clinical medications for UC. Additionally, it offers

theoretical references and inspirations for further in-depth exploration of prevention and treatment mechanisms of UC.
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Fig.1 Mechanisms of action of saponins from traditional

Chinese medicine in treatment of ulcerative colitis
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Table 1 Mechanisms of action of saponins from traditional Chinese medicine in treatment of UC
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