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Elucidation of patho?enesis and growth mechanisms for the establishment of
periapical cyst model mice and the development of therapeutic methods
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Radicular cysts are thought to be odontogenic cysts caused by proliferation
of Hertwig"s epithelial root sheath (HERS) or epithelial rest of Malassez (ERM) due to chronic
inflammation of the root apex. We sought to elucidate the mechanism of ERM development and the basis

of cyst development via Rho signaling by semaphorin and transforming growth factor beta (TGF-( ),
which regulates epithelial-mesenchymal transition (EMT) in HERS. The results showed that semaphoring
signal plays a role of maintenance of epithelial morphology, while TGF-B 1induces partial EMT and
ERM development. The disruption of EMT regulation of HERS may be associated with the development of
cysts.
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