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We have studied the function of ATMand NBS1 on the repa
damage by using the technique of premature chr omosome
fluorescence in situhybridization (FI SH). It is known

i mportant roles oncell cycle checkpoint control and, du
AT and NBS1 deficient cell s arethought to be hyper-sensi
is alsodemonstratedthat AT and NBS1 cell s are very radi
GO phase. Tounderstandthis mechani smwe have studied c
and G1 conditions. The cell s we used are normal human f il
cell s, NBS1 deficient cells and human osteosarcoma cel |
irradi ated andeither all owedtorepair or subcultureim
was foundthat normal fi broblast cells, NBSl1lcells andtu

rate compared toi mmedi ate platingocondition. To studyt
of repair, PCCand FI SHtechnique were appliedon GO0 and G

cell sandtumor cell s showed muchhigher fidelityunder GO
condition, whereas AT cell s showsimilar | owfidelity of
condition. NBS1 cells showed more fidelity under GO con
nor mal cell s. Similar phenomena |l i ke AT cell s were obser
whencell s werepretreatedwith ATMinhibitor. Since G1 a

breaks throughnon-homol ogous endjoining, ATMseems toh
of NHEJ. We have studiedthe effect of heavy i on beams on
nor mal cell s showed si mil ar inaccurate fidelity of repa
shows that high-LET induced DNA damage can not be accur s
condition. ATMand NBS1 inhibitionof GOtumor cell s mayr
Further studies using mice are undergoing.
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A comparison of chromosome repair kinetics
in GO and G1 reveals that enhanced repair (3)
fidelity under noncycling conditions accounts
for increased potentially lethal damage repair.
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