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Rk FH 3k exon codon WT Mutant effect p53  Nutlin-3a 161t /1 4ARF HTLV-I-Tax
codon codon status W P P mRNA E&
ST1 ATL 4 72 CCC CGC missence Liigacpiv| + del / del 0.4
(SNP)
KOB ATL 4 72 CCC CGC missence Liigacwiv| + del / del 542
(SNP)
LM-Y1 ATL 4 36 CCG CCA silent Lgacyiil + del / del 1741
MT1 ATL 5 176 TCG TAC missence par il - del / del 17.5
SO4 ATL 6 223 CCT CAT missence pAE i - del / del 0.2
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4 125 ACG ACA silent
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K562 Erythroblastic 4 72 CCC CGC missence (SNP) Zs#i - del / del N.D
leukemia 5 136 ins 1
HL60 Myeloid leukemia gross deletion P - N.D
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