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[Absract] Anti-TNF-a is a new and an effective treatment option for refractory IBD, but it has many the
potential side effects that necessitate careful monitoring of therapy. Monoclonal antibody of infliximab is most

widely used, and the potential risks of the treatment for IBD are summarized in this paper, including infusion

reaction, maglignancy, tuberculosis, infection, lupus and so on.
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