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WFZER SO (3 30) It has been proposed that the metastasis suppressor CD82
regulates biological activity by associating with cell surface receptors or proteins. We
reported previously that the CD82-c-Met complex inhibits hepatocyte growth factor
(HGF)-induced cancer cell migration by the inactivation of small GTP-binding proteins
of the Rho family via c-Met adapter proteins. On the other hand, j-catenin binds to
the cytoplasmic domain of E-cadherin and links E-cadherin to the actin cytoskeleton
through « -actinin, forming strong intercellular junction. In addition, the function of
E-cadherin is regulated by binding p120 to the cytoplasmic domain of E-cadherin.
E-cadherin has been implicated not only in cell adhesion but also in the signaling of
cell migration. Our results suggested that CD82 regulated the signaling of
E-cadherin-catenin-actinin-actin cell cytoskeleton and inhibited cell migration with

supporting cell adhesion.
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