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Development of novel therapeutic strategies that targets intestinal epithelial endocrine cells
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FFFERR DR (3530) : Glucagon-like peptide-1 (GLP-1), which stimulates insulin secretion
from islet B-cells, is produced in enteroendocrine L cells. As L cells are distributed in a
scattered manner in intestinal epithelium, selective isolation of L cells has been difficult.
Elucidation of mechanisms regulating differentiation and proliferation of L cells, and
regulatory mechanism of GLP-1 secretion, should contribute to development of novel drugs
to treat diabetes, which regulate production of endogenous GLP-1. In the present study, we
developed a novel gene-modified animal model, in which green fluorescent protein is
expressed in an L cell specific manner. We succeeded in selective isolation of L cells and
identification of genes expressed in an L cell specific manner. Functional analyses of such
genes should lead to development of novel drugs to treat diabetes mellitus.
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