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Epithelial-mesenchymal interactions and functional consequences in the
submandibular gland with application of the Apert syndrome disease gene.

Kawamoto, Tatsuo
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The purpose of this study was to search for mechanisms of
epithelial-mesenchymal interactions in the development of the submandibular gland and the effects of
increased FGFR2 signaling on the gland using Apert syndrome model mice (Ap mice). We analyzed the

morphology of the submandibular gland focusing on the 13.5 days of fetal age (E13.5), when the
branching of the submandibular gland epithelium begins, and the 15.5 days of fetal age (E15.5), when
the lumen in the submandibular gland conduit forms. Hyperplasia was found to occur. In the future,

we plan to use Ap mice to elucidate the functional effects of increased FGFR2 signaling on the
salivary glands.
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