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abstract
New cell-penetrating peptide, Hisl6 peptide, passes the intestinal
epithelial monolayer. The Hisl6 peptide is expected as an oral drug
delivery carrier. Here, we tried to transport glucagon—like
peptide—1 (GLP-1) through the intestinal epithelial monolayer using
the Hisl6 peptide. We prepared the hybrid peptide of GLP-1 and
His16 peptide. The hybrid peptide showed approximately two times
higher insulin secretion-promoting activity than intact GLP-1.
However, the hybrid peptide showed no permeability across the
intestinal epithelial monolayer. This result may be caused by the

limitation of molecular weight delivered by the Hisl6 peptide.
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