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We analyzed the molecular function of AID, which supports the
diversification of antibody genes. Analysis of the translational repression mechanism of DNA
topoisomerase 1 (Topl) which alters the secondary structure of DNA revealed that AID activation
promotes miRNA-Ago2 complex binding to Topl mRNA (particularly to 3*UTR). We have demonstrated that
the function of AID during the DNA cleavage step is through the control of miRNA complex.
Furthermore, when we explored the possibility of RNA editing for the repair stage of class switch
recombination that depends on the C-terminal domain of AID, we discovered a new molecular mechanism
of the repair stage which depends on the protein binding to the C-terminal domain of AID.
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