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Molecular bases of apoptotic phenotype provoked by c-Myc which is liberated from
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In 2011, our lab reported that extinction of Max gene expression in ES cells
provoke cell death. In this study, we found that Nanog is co-precipitated with N-Myc and c-Myc

proteins in a Max protein independent manner. Next we performed the experiments with Myc-ER fusion
protein and found that activation of Myc activities in ESCs provokes apoptosis like that observed
with Max-null ES cells. Indeed, we found that c-Myc-ER stable transfectants of wild-type ESCs show
extensive apoptotic phenotype by the addition of 4-hydroxytamoxifen. Based on these findings, we
hypothesize that Myc proteins liberated from Max control in Max-KO ESCs attribute to apoptotic
phenotype of Max-KO ESCs and Nanog can neutralize apoptosis-promoting activity of Myc proteins by

interacting with them.
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