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Abstract

Inflammatory bowel disease (IBD) is non-specific
inflammatory disease in intestinal tract, and its
etiology and pathogenesis are still unclear, which
are probably associated with environmental fac-
tors, genetic factors and immunological factors.
Studies have demonstrated that cell apoptosis
plays an important role in the development of
IBD, characterized by increased intestinal epithe-
lial cell apoptosis, apoptosis resistance of intes-
tinal lamina propria lymphocytes and apoptosis
delay of polymorphonuclear neutrophils. Further
studies have indicated that activation of Fas/FasL
signaling transduction, Bcl-2 and Bax pathways is
involved in cell apoptosis. This paper highlights
the potential role of mucosal cell apoptosis in the
pathogenesis and treatment of IBD.
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