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WFFERE T OMEZE (J£30) : Glucagon-like peptide—1 (GLP-1) and gastric inhibitory peptide
(GIP) are known incretin hormones. To elucidate the potential role of incretins in
prevention of lung injury, we analyzed the expression of incretin receptors and effect
of exendin—4, a GLP—1 receptor agonist. Although neither expression of incretin receptors
nor effect of exendin—4 was demonstrated in cell culturing models, type II pneumocytes
in lung tissue expressed GLP—1 receptor. GLP—1 receptor expression in type Il pneumocyte
was especially increased in idiopathic pulmonary fibrosis (IPF), suggesting the potential
involvement of incretin in IPF pathogenesis.
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