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Identification of a driver gene for progression of multiple myeloma and its
application to early treatment intervention

Kuroda, Yoshiaki

3,500,000
APOBEC3
APOBEC3B(A3B) intron7 MRNA(A3Bi7)
A3Bi7 A3B cDNA 293 A3Bi7 p53 GC>
AT A3Bi7 MRNA

A3Bi7

APOBEC3

We tested the hy?othesis that the APOBEC3 gene promotes the progression of
multiple myeloma. Among the APOBEC3 family of cytidine deaminases, the APOBEC3B gene (A3B) was
specifically and strongly expressed in myeloma cells; furthermore, abnormal A3B mRNA, which retains
intron 7, (A3Bi7) was expressed in myeloma cell lines. When A3Bi7 and wild-type A3B cDNA were
introduced into 293 cells, GC>AT point mutations were more frequently observed in the TP53 gene in
A3Bi7-trnasduced cells. Anti-myeloma drugs induced the expression of A3Bi7 mRNA and proteins,
suggesting that A3Bi7 is involved in the acquisition of gene mutations, which may underlie clonal
evolution of residual myeloma cells after treatments.
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