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Role of Autophagy in Ulcerative Colitis and Chinese Medicine Intervention: A Review
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[Abstract] Ulcerative colitis (UC) is a chronic inflammatory bowel disease with complex etiology. The
pathogenesis of this disease, due to a combination of factors, is complex and has not yet been elucidated. Among
them, intestinal mucosal barrier damage is the basic pathological change of UC. As a non-destructive response of
cells, autophagy regulates intestinal mucosal immunity, inflammation, oxidative stress, and bacterial
homeostasis through degradation and reabsorption to actively repair damaged intestinal mucosal barrier, exerting
a key role in the occurrence and development of UC. The disease is mainly treated clinically with aminosalicylic
acid preparations, glucocorticoids, and immunosuppressants. Western medicine treatment of the disease has a
fast onset of effect, and the short-term efficacy is definite, but the long-term application is easy to be

accompanied by more adverse reactions. Moreover, some drugs are expensive, bringing great physical and
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mental pain and economic burden to patients. Therefore, it is urgent to explore new therapies with stable efficacy
and mild adverse effects. In recent years, a large number of studies have shown that Chinese medicine can
regulate autophagy of the intestinal mucosa with multiple targets and effects and repair the intestinal mucosal
barrier function, thereby inhibiting the development of UC. Many experiments have shown that the active
ingredient or monomers and compound formulas of Chinese medicine can improve the immunity of the intestinal
mucosa, inflammation, oxidative stress, and flora by regulating the level of autophagy to maintain the normal
function of the intestinal mucosal barrier to effectively intervene in UC, providing a new measure for the
prevention and treatment of UC. However, there is a lack of systematic review of Chinese medicine in regulating
the level of autophagy in the intestinal mucosa for the prevention and treatment of UC. Therefore, based on the
current research on UC, autophagy process, and Chinese medicine treatment, this article reviewed the
relationship of autophagy and its key target proteins with UC to clarify the key role of autophagy in UC

production and systematically summarized Chinese medicines targeting the regulation of autophagy to treat UC in

recent years to provide new ideas for the treatment and drug development of UC.
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