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WFZERC R O (330) : Regulation mechanisms of the ON-OFF conversion of the HGF—cMet
signal had remained to be clarified. We found that phosphorylation of the cMet—Ser985
was involved in suppression of the HGF—dependent cMet bioactivity through internalization
of the cMet intracellularly from the cell surface. Moreover, we found that cMet exerts
its biological activities only when they were dimer, and never exerts when monomer, even
if strongly phosphorylated.
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