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Fig.1 Signal transduction of TNF-0, RANKL and IL-1 in
osteoclast differentiation and activation !

TNF-a binds TNF receptor type 1 (TNFR1) and TNF receptor type
2 (TNFR2), RANKL binds RANK, and IL-1 binds IL-1 receptor
(IL-1R). Both TNFR1 and TNFR2 bind TNF receptor-associated
factor 2 (TRAF2), whereas IL-1R binds TNF receptor-associated
factor 6 (TRAF6). RANK binds not only TRAF6, but also TRAF2
and other TNF receptor-associated factors (TRAFs).
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Fig.2 Mechanism of osteoclastic bone resorption ("
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Fig.3 Osteoclast-osteoblast interaction during bone
remodeling ['¢

Stromal cells in the osteoblast lineage regulate osteoclast formation
(1) and activation (2) by expressing RANKL on the surface of
cytoplasmic extensions.
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Abstract The osteoclast is originated from hemopoietic stem cell and plays a key role in bone remodelling.
Changes of its formation and activation will result in a series of bone diseases. Osteoclasts have become the target
of studies on bone diseases and the focus of the investigation about how weightlessness causes bone loss. The
differentiation, function of osteoclasts and the effects of osteocalsts dysfunction were summarized. -
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