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Study on the regulatory mechanisms of production of antimicrobial factors in
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Intersectin (ITSN) is known as a cytoplasm protein that controls vesicular
formation and transportation. The representative of this project previously found that the
expression level of ITSN is upregulated in the salivary gland of mice deficient in the gene encoding

the innate immune signaling molecule MyD88, but the role of ITSN in the salivary gland is unknown.
In this project, | aimed at the elucidation of the role of ITSN in the production of the
antibacterial factors in the salivary gland. This project had been planned to investigate using
ITSN-deficient mice, but did not progressed because it was verK hard to get hold of the expected
number of ITSN-deficient mice because of the problems in the phenotype of ITSN deficiency.
Therefore, the aim of the project was modified to investigate the role of MyD88 in the salivary
gland using MyD88-deficient mice, and 1 here report important results obtained during the research
period.
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