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Experimental study of IRF6 protein expression in palatal tissues during embryonic palatine process fusion in mice”
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Abstract: Objective To observe IRF6 protein expression in palatal tissues during mice embryonic palatine process fusion and to

explore pathogenesis of cleft lip and palate. Methods Sixty C57BL/6] inbred and conceive mice were sacrificed by having their
necks broken on gestation day 13. 0(GD13. 0),GD14. 0,GD14. 5 and GDI15. 0. The mice embryo heads were fixed, paraffin embed-
ded, coronal sectioned. Hematoxylin-eosin staining and immunohistochemistry were performed to detect IRF6 protein expression in
palatal tissues in different embryonic development period. Results IRF6 protein expression was found in palatine process epithelia,
tongue epithelia on GD13. 0,and reached the peak on GDI14. 5 when the palatal medial edge epithelia contacted, and decreased on
GD15. 0(P<C0. 05). Conclusion  IRF6 protein play a regulatory role in periods of bilateral palatine process contact and fusion.
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