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Molecular mechanism of cancer cells invasiveness regulated by Ror2

signaling in human osteosarcoma cells
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BFFERCR O (F30) @ b M PINE Sa0S-2 MU T, Wntba—Ror2 (Ror2: Wntba ZZE(E)
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WEFERE S OMEBE (Z£30) @ Constitutively active Wntba—Ror2 signaling results in activated
Dishevelled2, Racl, JNK and transcriptional factor AP1 in human osteosarcoma Sa0S-2 cells,
resulting in subsequent induced expression of MMP-13 that is capable of degrading
extracellular matrix, involved in cancer cell invasiveness. Wntba—-Ror2 signaling
involves endochondral ossification of cartilaginous tissue in mouse embryo, indicating

crucial role in developmental conditions.
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