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Discovery of a novel spliceosome of ABL gene (ABL*****"*) and its association with TKIs resistance
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[Abstract] Objective To explore whether the ABL**" and ABL*™ spliceosome contributed to
TKiIs resistance. Methods ~ Screening ABL***” and ABL®™"® in 74 normal people and 76 CML patients (53
patients in remission and 23 patients with TKIs resistance) by using polyacrylamide gel electrophoresis
combined with cloning sequencing. Results A novel spliceosome ABL**7**"™ (ABL**" and ABL*"*
existed at the same time) was identified and the mutation was detected in 8 (10.8% ) of 74 normal people, 4
(7.5% ) of 53 remission patients and 2(8.7% ) of 23 resistant patients. While 47 (63.5% ) cases expressed
ABL*" and 8 (10.8% ) cases expressed ABL*™ in 74 healthy people, 30 (56.6% ) cases expressed
ABL* and 5(9.4% ) cases expressed ABL®™™ in 53 remission patients, 12 (52.2% ) cases expressed
ABL**" and 3(13.0% ) cases expressed ABL*™ in 23 resistant patients. Three kinds of spliceosome in all
groups had no statistical difference. Conclusion ~ABL**" * *" ABL*** and ABL*"® may be not
uncommon in ABL gene and were unrelated to resistance in CML with TKIs treatment. ABL*" were often
accompanying with exon 7 deletion.
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