Figure S1. Loss of NELF-B results in cardiomyopathy
Related to Figure 1
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Figure S2. Cardiomyocyte-specific NELF-B deletion

Related to Figure 1
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Figure S3. Gene expression analysis of NELF-B KO myocardium
Related to Figures 2 and 3
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Figure S4. NELF influences chromatin binding of transcription initiation factors.
Related to Figure 4
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