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Fatl gene mutation induced maxillofacial dysplasia
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P-7  Fatl gene mutation induced maxillofacial
dysplasia
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FAT cadherin are atypical cadherins, participates in cell
differentiation and carcinogenesis. However, it is not clear
what signaling pathways are involved in the development of
facial deformities due to FAT1 defects. To elucidate the role
of Fatl in oral carcinogenesis and mandibular development,
we established Fatl-KI mice model. As it is reported, Fatl
homozygous mutant (FatlKI/KI) mice showed neonatal
lethal phenotype. We observed that 60% of Fat1 KI/KI at
embryonic day 14.5 (E14.5) exhibit severe mandibular and
tongue dysplasia. To further investigate the role of Fatl in
mandibular development, we analyzed the first pharyngeal
arch (Ist arch), some E10.5 FatlKI/KI mice showed
abnormal right-sided 1st arch. Then, we extracted RNA
from the Ist arch of E10.5 FatlKI/KI and wild type
littermates for RNA-seq. This study is expected to reveal
novel FATI functions and molecular pathways regulated by
FATI1. Furthermore, this study will clarify the molecular
regulation mechanism in the formation of the mandible and
tongue.
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