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Relationship between root resorption by orthodontic treatment, cementoblast
apoptosis and Wnt signaling
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The purpose of this study is to elucidate the mechanism of root resorption
during orthodontic treatment by investigating the relationship between Wnt signaling, which is a
factor that causes root resorption during orthodontic treatment, OPG-RANKL-RANK signaling system,
and apoptosis activity.
In this study, root resorption and the appearance of osteoclasts were observed 7 days after the
excessive orthodontic force was applied in vivo. A large number of Wnt7a-positive cells were
observed on the cementum surface 1 day after each of the Control group and the 10 g group.This
suggests that Wnt7a inhibits the apoptosis of cementoblasts in the optimal corrective force and
maintains the balance of interactions in remodeling.
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