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ABSTRACT HYPOTHESIS RESULTS

UbcH5c, a member of the UbcH5 family of protein ubiquitin conjugase E2 enzymes, Is a critical
component of biological processes in human cells being the initial ubiquitinating enzyme of
substrates like kB, TP53 and cyclin D1. We report here that the metastasis regulator protein
SLUG Iinhibits the expression of UbcH5c directly through chromatin remodeling and thus,
among other downstream effects, elevates the level of cyclin D1, thus enhancing the growth
rates of breast cancer cells. Overexpression of SLUG in the SLUG-deficient breast cancer cells
significantly decreased the levels of mMRNA and protein of UbcH5c but only elevated the protein
levels of cyclin D1. On the contrary, knockdown of SLUG in SLUG-high breast cancer cells
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