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EFFECT OF SELECTIVE COX-2 INHIBITOR FOR OSTEOCLAST FORMATION
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Abstract —— Prostaglandin E; (PGE:;) an inflammatory cytokine, produced by cyclooxygenase-2
(COX-2) acts on not only osteoclast formation but also bone resorption. The aim of this study was to in-
vestigate whether celecoxib, a selective COX-2 inhibitor, has a direct effect on osteoclast differentiation.
RAW264.7 cells, which are from a macrophage cell line, were cultured with pH 7.0 aMEM containing
10% FBS, with 5% CO2 at 37C, which includes recombinant human soluble receptor activator, a soluble
type of nuclear factor-«B ligand (sRANKL) (100 ng/ml), with or without celecoxib (25-10 uM). After
6 days, cells were differentiated to tartrate-resistant acid phosphatase (TRAP)-positive multinucleated
osteoclasts. TRAP-positive multinucleated cells displaying more than three nuclei were considered to be
osteoclasts. The number of osteoclasts was decreased by celecoxib in a dose-dependent manner. The
number of actin rings, a characteristic feature of osteoclasts, was also decreased by celecoxib in a dose-
dependent manner. After 8 days, pit formation assay using mouse bone marrow-derived osteoclasts
showed that bone resorption was suppressed by celecoxib in a dose-dependent manner. These results
showed that the activity of COX-2 inhibitor may directly inhibit the osteoclastogenesis and differentiation
of RAW264.7cells. The COX-2-dependent signaling pathway might be involved in the process of osteo-
clast differentiation.

Key words: osteoclasts, RAW?264.7, COX-2 inhibitor, celecoxib
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