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Mechanisms of abdominal symptom development -involvement of neural
inflammation and mucosal permeability on esophageal symptoms-—
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Although the factors which were involved in the development of abdonominal symptoms had
not been clear, we found that neuropeptides and those receptors were involved in the
development of abdominal symptoms using rat esophagitis model. Furthermore, we
established esophageal like stratified epithelial cell layer model and found that
superficial layers were important for the epithelial barrier function and that claudin—4
was involved in the barrier function.
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