%= C-19
FrmREMDEMTRRBSE
Rk 2 34 3 H 31 BBUE

: 12602
 EBHR (B)
BT HEAR - 2008 ~2010
FEES £ 20390302
MRRES (R0
MEREL (EX)
MRARKRE

KA &% (MIZUTANI SHUUKI)

RREMENKXE - KEGREEZFREMRR - #i%

HREES : 60126175

HEES
mZEiER

BRERICES ITHERERROERE/NREMEREE
Pediatric hematological disorder caused by in utero facors
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WFZER R OMEEL (FE3) : Genetic and environmental factors on the fetus were studied for
the possible causative mechanism of childhood leukemia. As the experimental model
etoposide was injected into pregnant mice and DNA damage response was monitored in
mononuclear cells in fetal liver and bone marrow of the mother. As the result DNA damage
was much more extensive in fetal liver than the corresponding mother’ s bone marrow.
Oncogenic effect by active oncogene was analyzed in ATM+/+ and ATM+/- mice. As the result
haploinsufficiency of ATM was shown to cause higher frequency of leukemia than wild type
background. This was the first evidence to demonstrate the biological effect of
haploinsufficiency of ATM in vivo.
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