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Functional Epigenomics Identifies Genes Frequently Silenced in Prostate Cancer. Cancer Research, 0.9 279
2005, 65, 4218-4227. ’

The c-MYC oncoprotein, the NAMPT enzyme, the SIRT1-inhibitor DBC1, and the SIRT1 deacetylase form a
positive feedback loop. Proceedings of the National Academy of Sciences of the United States of
America, 2012, 109, E187-96.

AP4 encodes a c-MYC-inducible repressor of <i>p21<[i>. Proceedings of the National Academy of

Sciences of the United States of America, 2008, 105, 15046-15051. 71 140

AP4 is a mediator of epitheliald€“mesenchymal transition and metastasis in colorectal cancer. Journal
of Experimental Medicine, 2013, 210, 1331-1350.
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Mechanisms Underlying c-MYC-Induced DNA Damage and Chromosomal Instability. Cell Cycle, 2007, 6,
339-352.

Dominant Lesional T Cell Receptor Rearrangements Persist in Relapsing Psoriasis but are Absent from
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