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Insulin secretion levels in cells of different parts of mouse small intestine
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Abstract
secreted by duodenum, jejunum and ileum are different. Methods: We used the small intestine of healthy C57B1/6] mice as the research

Objective: To investigate whether mouse intestine cells in mice can synthesize insulin and whether the levels of insulin

object. The small intestine was divided into three parts: duodenum, jejunum and ileum. The insulin was detected by scanning electron
microscopy, immunofluorescence, PCR and western blot. Results: Immunofluorescence assay showed that insulin, PDX1 and ICA-512
were expressed in the intestinal villi and intestinal crypts of the small intestine. Electron scanning microscopy revealed that there were
insulin—like secretory granules in the cells near the small intestine crypt. RT-PCR and western blot showed that insulin mRNA and protein

were expressed in the small intestine. Conclusion: There is indeed insulin expression in the small intestine. Among them, the expression

level of insulin in the jejunum is the highest, and the expression levels in the duodenum and ileum are slightly lower.
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Fig 1 Immunofluorescence detection of insulin in the small intestine
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Fig 2 Electron microscopy of insulin secretion granules in the small

intestine
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Fig 3 RT-PCR and WB analysis of relative expressions of insulin

mRNA and protein in the small intestine
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