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H9 P3¥ (Immunofluorescence)
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1. Tkaros9) <1443} (serine/threonine) YA &<

The oligonucleotides used in the study to create site—

Mutant Amino acid at position

Primer sequences

M3456(P2) S304A S308A S310A T311A
M2456(P3) S302A S306A S310A T31A
M2356(P4) S302A S304A S310A T311A
M2346(P5) S302A S304A S306A T31A

5-GCGTCC CCG GCC AAC GCC TGC CAAGAC GCC GCG GAC -3'
5-GCG GCC CCGAGC AAC GCC TGC CAAGAC GCC GCG GAC -3
5-GCG GCC CCG GCC AACAGC TGC CAAGAC GCC GCG GAC -3
5-GCG GCC CCGGCCAAC GCC TGC CAAGACTCC GCG GAC -3
5-GCG GCC CCG GCCAAC GCC TGC CAAGACTCC GCG GAC-3'
5-CTCG GAG CGC GAG GCG GCC CCGAGC AACAGC TGC CAAG -3
5-CGGAG CGC GAG GCG TCC CCGGCCAACAGC TGC CAAGAC-3'
5-CG GAG CGC GAG GCG TCC CCGAGC AACGCC TGC CAAGAC -3
5-CGGAG CGC GAG GCG TCC CCGGCCAACGCC TGC CAAGAC-3'

M2345(P8) S302A S304A S306A S310A
M2(P3456) S302A

M3(P2456) S304A

M4(P2356) S306A

M34(P256) S304A S306A

directed mutants of serine/threonine-rich conserved region
of Ikaros

Fig. 1. Primer sequences represented here ared for forward
primers. The reverse complementary sequence of the
forward primer is reverse primer sequenve for the

respective mutants. The bold faced three bases represent
the site of mutation
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(Dovat S etal 2005). 247k} Q4ksh H-9vk &44&
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Fig. 2. Ikaros phosphorylationin in 293T Ikaros null cells
exposed to low dose y-radiation sites were identified as
two site M2456(P3), M2356(P4).

A APl oaf Q1AkskE Tkaros®] $14ks -
AE Yolur] Ya&f (Fig. 1old AZet Ikaros
mutant ~ M3456(P2),  M2456(P3),  M2356(P4),
M2346(P5), M2345(P6)E ITkaros 1l AEQ 293T
cello F9ste]  Flspsityt. 1 A3 S304(P3),
5306 P4)o] Tkaros S1Akslol|l FQ3k H49lS &l

(Fig. 2A). ololl we} S304, S306< alanine®.=
X]%Wﬁ st dojuA] B M3(S3M4A),
MA4(S306A), M34(S304A/S306A)& A1&ste] Ikaros
7b 9l 203T Al FU% F AdFIAbdS 24
SIHY karos7h QMAsREA] &= S Eelsisitt
(Fig. 2B).
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Fig. 3. lkaros phosphorylation effects cell proliferation
in 293T lkaros null cells exposed to low dose
y-radiation (MTT assay).
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