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WFea B OMEEL (Fn3X) @ Activation—induced cytidine deaminase (AID)IXPiiRERTF DT T
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OREFNIAT2] 5TV, AR TIXAID 237 T A AL v T o BT 220 5
M T BT, AID LIS cDNA (3% 5 < AID OFERYRNA Hi3kk) TAID / v 27 7 v k B D
I IGAZAAL FNREEEINAZ AR L, AID OENE 7 a—= 73 A2 2B LT,
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AAA  F~OFHZHET 5,

FFER R oS (#30) : Activation-induced cytidine deaminase (AID) is essential for class
switch recombination of immunoglobulin genes. AID is required to introduce DNA lesions
into switch region of immunoglobulin genes. However, an important question remains
concerning how AID leads to double-strand DNA cleavage in switch region. Based on the
hypothesis that a protein coded by the mRNA edited by AID generates DNA cleavage, I
performed a rescue experiment for class switch recombination in AID-deficient B cells
using retroviral cDNA library. Several candidate genes are now analyzed to confirm its role

in class switch recombination.
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