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Role of inhibitory signal factors in osteoclastogenesis
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Osteoclasts are unique bone-resorbing cells, and that loss of osteoclast differentiation
or function results in defect of bone homeostasis. Thus regulation of osteoclastogenesis
is crucial to maintain bone homeostasis. Osteoclast differentiation is regulated in a
delicate balance between positive and negative regulators, however, the precise mechanism
is still unclear. In this study, we characterized the inhibitory roles of PIASI in
osteoclast differentiation.
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