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The aim of this study was to investigate a novel mechanism that leads to the
death of hypertrophic chondrocytes in endochondral ossification through the regulation of CCN2
expression. We found that CCN2 expression was up-regulated in low-concentration H202-treated
chondrocytes but was down-regulated in high-concentration H202-treated ones. CCN2-silencing in
chondrocytes induced apoptosis, and the induction of apoptosis was suppressed by a ROS inhibitor.
These results suggest that CCN2 expression may be up-regulated by intracellular ROS rising during
chondrocyte differentiation but finally down-regulated and thereby hypertrophic chondrocytes lead to
ROS-mediated apoptosis.
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