Divergence in KRAB zinc finger proteins is

associated with pluripotency spectrum in mESCs
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Differentiation propensity of mESCs determined by genetic background KRAB ZFP on Chr13 targets pluripotency promoting gene, Obox®6, in ESCs

Establish ex vivo model of genetic control over pluripotency progression KZFP clusters co-regulate chromatin accessibility and gene expression in ESCs
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