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Investigation of waiver of malignancy via loss of epithelial-to-mesenchymal
transition.
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Over-expression of AMF monomer induces motility of tumor cells and fibroblasts,
at the same time forms homodimers in part. Molecular weight of AMF is 55 kD and 110 kD under non-reduced
condition, and 65 kD under reduced condition. A point mutation of cDNA in the N terminal causes a
replacement of amino acid, which results in loss of formation of homodimer. Over-expression of
point-mutated AMF induced cell motility via high affinity receptors, however, waives ability to induce
epithelial-to-mesenchymal transition. Thus, formation of homodimers of AMF is strongly suggested to be
critical to induce epithelial-to-mesenchyal transion by way of low affinity receptors.
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