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Figure 1 Representative players for ‘negatively regulated immune system’ in the intestinal mucosa in re-

sponse to stimulation by various luminal antigens.
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Figure 2 Chemokines which may play a functional role in lymphocyte migration to the intestinal mucosa
(Modified from Kunkel EJ, Campbell DJ, Butcher EC: Chemokines in lymphocyte trafficking and intestinal

immunity. Microcirculation, 2003, 10: 313-323)
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Intestine has a well-developed lymphatic system that is closely related with its functions, such as mucosal immuno-

logical defense or absorption of nutrients. Intestinal lymphoid cells such as lymphocytes, macrophages/monocytes, or

dendritic cells are continuously migrating through intestinal mucosa, thereby facilitating their immune responses. Their

migrations are well controlled by well-organized molecular mechanisms including adhesion molecules, chemokines,

etc. This manuscript will review how dysfunction of lymphoid cell migration is involved in intestinal inflammation,

especially in the pathophysiology of intestinal bowel diseases.
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