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Novel regulatory mechanism of endochondral ossification via CCN2-VASH1 axis
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The aim of this study is to investigate a novel regulatory mechanism of
endochondral ossification by CCN2 and VASH1. We found that both CCN2 and VASH1 were localized in the
hypertrophic chondrocyte layer. CCN2-silencing in chondrocytes reduced the expression of VASH1 and
increased apoptotic cells, and its increase was suppressed by a ROS inhibitor, N-acetyl-L-cysteine.
These results suggest that up-regulation of CCN2-VASH1 axis may suppress the elevation of ROS level
that causes chondrocyte cell death/apoptosis and keep hypertrophic chondrocytes surviving until the

terminal stage of chondrogenic differentiation.
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