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ABSTRACT METHODS Establish cell line expressing fusion LIN28B-GFP protein
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To identify unknown regulators of LIN28B, we will perform a genome-wide Figure 3: Design of GFP knock-in into endogenous locus of LIN28B. (a) A Cas9-induced HDR, SCR7 is added for 10 days to inhibit non-homologous end joining, the nonspecific repair of
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