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Using osteoblastic cell lineage—specific and chondrocyte specific conditional knockout
mice, we have investigated the role of IKK — NF-«B signaling axis in cells that contribute
to bone formation. We found that 7kkB plays role in mesenchymal cells of 1imb bud in early
development. Those cells deregulated the chondrocytes in growth plate of the long bone
of post natal mice.
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