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e RO EE (Fn3X) : AID % Topoisomerase (Topl) OFIFRZ K T X &, Topl ZRAD S22

EIZ XV ERE T 5 SHEIE O DNA & I 28 b & ke & L C Topl (2 & A AR AR U KT 2 A5
BT L HEH BT LTz, AID IX microRNA DFREIZ LV Z OFERMHI 21772 9 LW ) Gk & 1R
L7ze £70, AID XV 74—~ DB BT IEYEIZE O BB L THRBLT 5 Z LR S
NIl=DT, AID FaE—% DN 21T W\E ORE R, 1IE L ADOHIENH VY EREEE 112 L 5 1EDH
ARBNZ L Z R LT, £72. UTFTOX IR DNART 2 VRO GEE R LT, 1) W7 3/
TEPVERE AID ERIRICE 7 7 AAA T (CSRTEERSH D Z &, 2) UNG OEERTEMENH 0 728
HHAUNNIFEG RAA L OERIZE D, CSRIEENR KDDL, 3) APE1BXU2XKETH
CSR BARETH 5,

WFZERC R OEE (330) : We found that AID down—modulates translation of topoisomerase
(Topl). The reduction of Topl induces aberrant DNA structure in transcribed S regions,
resulting in irreversible cleavage by Topl. We propose that AID edits microRNA and
edited microRNA down—modulates translation of Topl mRNA. AID was shown to be expressed
not only in lymphoma but also pathogen—induced tumors. We investigated the AID
promoter and identified positive and negative regulatory elements, which may explain
such AID induction. We examined DNA deamination hypothesis and obtained the following
evidence against this hypothesis. 1) AID mutant without DNA deamination activity is
proficient for CSR. 2) UNG mutants of the protein interaction domain with normal U
removal activity lost CSR activity. 3) APEl and APE2 deficiency did not reduce CSR.
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