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EEERE® (EX) Elucidation of the periodontal disease using cell cycle-arrested
quiescent osteoclast precursors (QOP).
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W R OB R (J€30) : In a differentiation process of the osteoclast, We analyzed the
character of osteoclast precursor cell (cell cycle-arrested quiescent osteoclast
precursors:QOP) which differentiated to osteoclast without cell cycle. In this study, We
analyzed an existence style of QOP at the time of the ectopic bone by bone morphogenetic
protein-2(BMP) to examine whether QOP existed in blood as well as bone marrow. QOP
had a low expression of macrophage marker, but had a high osteoclast marker. In addition,
QOP got the views that were near to osteoclast by an electron microscope. Furthermore,
QOP appeared around an ectopic bone. Therefore, QOP have a possibility that it is a
specific precursor for osteoclast. And QOP which stopped in an existing cell cycle
specifically migrates the osteoclast formed to an ectopic bone in the osteoclast formation
part, and it is thought that I differentiate to osteoclast by bone resorption stimulation. This
concept prints a different concept that decrease of bone resorption factor for inflammatory
bone destruction lesions such as periodontal disease and thinks that I make a help to
elucidation of new bone disease mechanism.
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