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In order to elucidate the biological function of TTC3, which we previously identified
as a novel ubiquitin ligase of Akt kinase, we analyzed an effect of ectopic expression
of TTC3 into HEK 293T cells. Overexpression of TTC3 into 293T cells resulted in reduction
induction of siRNA of TTC3 into HT1080 caused
acceleration of cell growth, meaning that TTC3 function as negative regulator of cell

of cell growth rate. Conversely,

growth by inhibiting of Akt activity. By using 21 trisomy Down syndrome—derived cell lines,
which TTC3 protein is spontaneously overexpressed, TTC3 knock down by siRNA induced
enhancement of Akt activity. Collectively, TTC3 may function as a cell growth regulator
by modulating PI3K-Akt pathway in mammalian cells
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