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AID creates genetic diversity in immunoglobulin genes upon antigen stimulation. It is
important to elucidate how AID activity is regulated because insufficient regulation of
AID activity results in oncogenesis. This study tried to identify regulatory elements
of AID by screening AID binding proteins. Library screening of candidates ¢DNA following
confirmation of physical binding ability between candidates and AID, we found three
possible candidates for an AID regulatory factor. Unfortunately, RNA interference
approach of candidates did not prove evidences to support regulatory role of candidates.

Farther study by different approach will be required to clarify role of those candidates.
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