The effect of inhibition of CCL2/CCR2 signaling on myeloid lineage cells
and osteoclast progenitor subpopulation in collagen induced arthritis
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Arthritis assessment

Osteoclast progenitors (OCP) are induced in CIA

* OCPs express CCR2+ at the substantial level and

are susceptible to chemotactic signals

OCP subset expressing CCR2 may contribute to

bone resorption in arthritis

* Therapeutic blocking of CCL2/CCR2 chemokine
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signaling may be a promising approach to

antagonize enhanced osteoresorption in

inflammatory diseases
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