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HDAC4/HDAC3 COMPLEXES ANTAGONIZE p300/AP-1 ACTIVITIES
ON WELL-DEFINED SUPER-ENHANCERS
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Fig. E. mRNA expression levels of the indicated genes in SK-LMS-1 WT cells expressing NeoR and in SK-LMS-1/HDAC4-/- Fig. F. Cr:II;-qPCR sig;rimals, normalized to tot;IJrHS, obtain-e-d for the indicated a:]t:bodies in t-h-e indicated cells.
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