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The Eurpose of this study was to examine the mechanisms how the interaction

of CD40-CD40 ligand (CD40L) between periodontal ligament cells and the other periodontal tissue
cells induces the remodeling of the periodontal tissue under mechanical stress.

As the results of this study, it is suggested that the interaction between periodontal ligament
cells and activated T cells via CD40-CD40L induces periodontal inflammation, resulting in resorption
of the alveolar bone on the compression side. On the other hand, on the tensile side, the
interaction between periodontal ligament cells and cementoblasts via CD40-CD40L induce the survival,
proliferation, and differentiation into osteoblasts, resulting in the formation of alveolar bone.
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