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Bone metabolism by immune complexes
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I investigated whether ICs regulate bone metabolism directly. Fcgr2b
knockout mice lose bone upon the onset of a hypergammaglobulinemia or the administration of 1gGl
ICs, which act mainly through FcgRINl. The 1gG2 IC activates osteoclastogenesis by binding to FcgRl
and FcgRIV, which is induced under inflammatory conditions. These results demonstrate a link between

the adaptive immunity and bone, suggesting a regulatory role for ICs in bone resorption in general,
and not only in inflammatory diseases.

In addition, 1 investigated the effects of an anti-RANKL antibody on maternal and newborn health in
mice and found that anti-RANKL antibody administration during pregnancy results in not only an
undesirable increase in bone mass, but also has harmful effects on newborn survival.
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