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3. “Mini-implants used in orthodontic anchorage usually do not require
osteointegration for stability.” SEAEERHEIRET ? HAREERIREESHPE ?
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4, Treacher Collins syndvome, which is characterized by hypoplasia of the facial
bones, as well as cleft palate and ear abnormalities, is a rare autosomai dominant
disorder affecting 1 in 50,000 people. 1t is caused by haploinsufficiency of the gene
TCOF1, encoding the nucleolar phosphoprotein Treacte, which is invelved in
ribosome biogenesis. Tcofl is expressed widely at low levels during early
development and show peak expression in the premigratory crest in the branchial
arches. The expression patter of Teofl, the phenotype of Treacher Collins syndrome,
and other findings all show that this syndrome is caused by abrormalities in the
development of the neural crest. A monse model of Treacher Collins syndrome
(Teof1™ mice) has increased apoptosis, as well as reduced cell proliferation in the
neuroepithelivm, preceding the facial bone hypoplasia. Haploinsufficiency of Treacle
causes a reduction in ribosome biogenesis within the nenroepithelium of Teofl ™ mice.
Because reduced ribosome biogenesis causes decreased cell proliferation, it was
assumed that the impact of Treacle on ribosome biogenesis caused a decrease in cell
proliferation, thus explaining the apoptosis and hypoplasia that characterizes Treacher
Collins syndrome.
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