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Mechanism of CCR4-NOT complex-mediated target mRNA degradation in B cells
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The CCR4-NOT deadenylase complex plays crucial roles in mRNA decay and
translational repression induced by poly(A) tail shortening. We have previously found a severe
impairment of early B cell development in mice lacking CNOT3 subunit of this complex. Here, we
analyzed the underlying molecular mechanisms, and our data suggested that the CCR4-NOT complex
regulates B cell differentiation by controlling Igh rearrangement and destabilizing p53 mRNA.
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