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Identification for TGF-beta signaling pathway in palatogenesis
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Functional role of TGF-beta and BMP cross talk during palatogenesis has not
been fully understand. The objective was to investigate cross talk between TGF-beta and BMP
signaling during palatal development. The palates treated inhibitor of Thrl and Tbrll decreased
approximately 90% of both receptor expressions compared to the control. As the phenotype treated
with inhibitor Tbri/I1, approximately 90% palates were remained medial edge epithelium (MEE) cells
at E13 + 72 h. The phospho-Smad2/3 and phospho-Smad1/5 were significantly decreased comparing with
control. The present studx suggested that TGF-beta and BMP could be linked to events during
palatogenesis through both receptors function. The inhibitor treatments resulted in persistent MEE
cell signaling, which has been shown to be linked to a failure to complete palatal fusion events.
This event could be strong associate with TGF-beta and BMP cross talk signaling pathway.
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