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[ Abstract]  Inflammatory bowel disease (IBD) refers to chronic remittent or progressive inflammatory
conditions. It includes Crohn’s disease and ulcerative colitis that may affect the entire gastrointestinal tract,
which is believed to occur and develop via complex interaction between genetic, environmental factors and mu-
cosal immune system. Non-coding RNAs are functional RNA molecules that cannot be translated into proteins.
Common regulatory non-coding RNAs include micro RNA (miRNA), long non-coding RNA (IncRNA) and
small interfering RNA (siRNA). In recent years, multiple studies have demonstrated that non-coding RNAs
play a pivotal role in the incidence and progression of IBD. In this review, we summarize the research progress
of the role of three common non-coding RNAs (miRNA, IncRNA and siRNA) in IBD.
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