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i Demogra ph ICS i i = RA patients exhibited significantly higher levels of PTH, but no significant differences in FGF-23 !
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l 1 I ®Thus, RA patients demonstrate significant imbalance in mineral homeostasis, in particular high |
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” |ODA - In vitro Osteoclast Differentiation in Arthritis b TRER o
: The work is a part of a large, multi-institution, and multi-year project called IODA. Our long-term goals are:
: = establish osteoclastic parameters strongly related to presence and severity of bone and joint destruction
: < determine whether these biomarkers could be used as predictors of patient progression and responsiveness to different treatment regimens
: < identify new targets for development of antiresorptive therapies specifically aimed at arresting inflammation-induced bone loss.
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