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The advance in the study of the mechanism of osteoclast differentiation
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Abstract: Osteoclasts are the sole bone resorbing cells. These cells are important for the development and maintenance of the
bone, and the abnormal activation of osteoclasts plays an important role in the development of a variety of osteolytic diseases. The
clear understanding of the mechanism of osteoclast differentiation may provide new therapeutic strategies and novel drug targets for a
variety of bone metabolic diseases. A large number of experiments have been done to study the mechanism of osteoclast
differentiation. Some genes are required for the osteoclast differentiation. Three vital signal pathways mediated by M-CSF
( macrophage colony stimulating factor, M-CSF) , RANKL (receptor activator for nuclear factor-«B ligand, RANKL) , and ITAM
(immunoreceptor tyrosine-based activation motif, ITAM) , respectively, are involved in the differentiation process. To promote the
formation of osteoclast, the three signaling pathways interact with each other, but how RANKL activates the ITAM signaling
pathway needs to be further studied. This article reviews the advance in the study of mechanism of osteoclast differentiation.
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