Figure 1. OTUDG6B Hypomorphism is dispensable for embryonic development and
postnatal cardiac homeostasis.
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Figure 2. Complete loss of OTUD6B causes neonatal lethality.
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Figure 3. OTUDGB is required for ventricular chamber maturation.
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Figure 4. Transcriptomic profiling identifies cell-cycle dysregulation in OTUD6B-

deficient hearts.
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Figure 5. OTUDGB deficiency disrupts cardiomyocytes cell-cycle progression in vivo.
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Figure 6. OTUDG6B knockdown impairs cardiomyocyte cell-cycle progression.
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Figure 7. Patient-derived OTUD6B R116* mutation recapitulates the null phenotype.
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