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[ Abstract ] Autophagy is a process in which the body recycles the materials, maintains the balance of
cell metabolism and homeostasis. Autophagy is involved in the regulation of many important functions in
cells,and its mechanism is complex,involving in the regulation of many signaling pathways and immune re-
sponses. Inflammatory bowel disease (IBD) is a kind of chronic intestinal inflammatory disease,which is easy
to recur with high treatment cost, at present, there is no radical cure method, which causes great economic
burden to the society and families. The drug therapy is the main means of IBD therapy,but the mechanism of
IBD drug therapy is unclear,and the side effects of some drugs are large, which greatly limit the treatment of
IBD. With the deepening of autophagy research,it is found that the occurrence of IBD is closely related to au-
tophagy. The abnormal autophagy regulation increases the clinical susceptibility of IBD patients. Some IBD
drugs are involved in autophagy regulation. All of these suggest that the efficacy of IBD drugs may relate to
autophagy regulation,and the regulation of autophagy is expected to be a new target for IBD treatment. There-
fore this paper reviews the relationship between IBD and autophagy as well as the new progress in autophagy
related IBD drug therapy.
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