Nac1 Coordinates a Sub-netowrk of Pluripotency Factors to Regulate Embryonic Stem Cell Differentiation
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Primary Research Focus: 2. Key pluripotency TFs also regulate ESCs fate choice 3. Nac1 controls the key TFs sub-network
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Conclusion and perspectives: 1. A sub-network of pluripotency TFs consisting of Nac1, Oct4, Tcf3, and Sox2 promotes ESC differentiation. 2. Nac1 controls the sub-network to promote ME and repress NE fate selection.
3. Quantitatively constrained Nac1 and Oct4 favor the ME, and Tcf3 and Sox2 favor the NE, fate choice. 4. Similar mechanisms among shared TFs may govern cell-fate decisions during development and in disease states such as cancer.
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