©
2011 2013

Effects of oxidative stress to pathogenesis of cleft palate.
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To examine effect of the oxidative stress in the cleft palate pathogenesis, some o
xidative stress inducers, i.e. TCDD, steroid, LPS, and D-galactosamine, were administered to pregnant mice
. As a result, it was thought that palatogenesis was not received much effect by the oxidative stress only
within the dam (liver in particular). Therefore TCDD administration mice were used as oxidative stress mo
del. Because underexpression of osteogenesis-related protein and the myoblastic differentiation marker was

observed, it was suggested that TCDD can induce cleft palate by dehiscence after the palate union with os
teo-, and myogenesis suppression, in addition by the mechanism of palatal fusion inhibition.
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Fig. 1. Palatal fusion rate in normal and
TCDD-treated mice.
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Fig. 2. Post-fusional split of the posterior palate
causes cleft palate in mice.
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Fig. 3. Collagen IV and laminin expression in the palate of TCDD treated mice.
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Fig. 4. Osteogenesis suppression in the palates of TCDD-treated mice.
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Fig. 5. Myogenesis suppression in the palates of TCDD-treated mice.
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Fig. 6. AhR and ER-a expression in the palates of TCDD-treated mice.
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