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Elucidation of the function of intestinal glucagon and the role of the intestine
as a gluconeogenic organ

Yanagimachi, Tsuyoshi
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Mice expressing the fluorescent protein Venus (YFP) under the promoter of
the pro-glucagon gene were used to confirm glucagon expression. After the pancreas, stomach, and
small intestine were removed, the glucagon of each organ was measured using a receptor-mediated
method. Those organs glucagon levels of STZ mice were more elevated than that of control.

Since the method used in this study can not distinguish between glucagon and oxyntomodulin (OXM),
NEP, which degrades glucagon, was added and evaluated. Glucagon activity in the pancreas and stomach
was greatly reduced. On the other hand, in the small intestine, about 60% of the activity was
retained in the diabetic state, suggesting that OXM may have been increased. We will analyze the
effects of glucagon and OXM on glycogenesis in the intestinal tract.
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