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Abstract ; Inflammatory bowel disease (IBD) is a chronic colon inflammation which attacks recurrently with the involvement of many
immune factors. The number of patients with these diseases is increasing by years, and the pathogenesis is likely to be related to the
body’s immune response, activation of colonic inflammation,intestinal dysfunction, mental state and inherent cause. The main therapies
are nutritional therapy,drugs,biotherapy related to monoclonal antibody and immunosorbent therapy. Since the pathogenesis is still not
clear,all of these methods cannot inhibit the inflammation progressing completely. According to recent studies, activation of white cells
in serum, especially neutrophils and monocytes, has an essential effect in the progressing of IBD. Therefore , effective clearance of the ac-
tivated white cells and cutoff of the reflection chain of inflammation can contribute to inhibiting the progressing of the disease. Many re-
searchers have applied the leukocyte adsorption therapy to severe inflammatory bowel disease and achieved certain effects. Leukocyte
adsorption therapy is a supplement to current therapies of IBD and also a research track, whose adsorption effect, efficacy and adverse
reactions are to be further studied.
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