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In yeast two—hybrid assays, we found that TTC3, which is located at chromosome 21 within
the Down Syndrome Critical Region, specifically interacted with Akt. TTC3 preferentially
binds to phosphorylated Akt and facilitates its ubiquitination/degradation predominantly
within the nucleus. By confocal microscopy the TTC3 co-localizes with Akt throughout the
cell cycle, suggesting that TTC3 regulate cell survival and proliferation by controlling

Akt activity within the nucleus. (Suizu et al. Developmental Cell 2009)
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