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The copy number alterations (CNAs) in B-ALL, particularly IKZF1 > A total of 201 B-ALL patients enrolled were categorized into coanzs s [l I A

deletions have significant implications for disease prognosis and — Ph-positive (39; 19.4%) and Ph-negative (162; 80.6%). e | | ':' e ! " EBF1 12 746 ° 124 ° 26

may also lead to resistance to therapy". o > The median age of the patients was 14 years (8 months—60 o e L il I il I . 718 >8 23->
» Ph-positive B-cell acute lymphoblastic leukemia (B-ALL) is — years); Ph-positive cases—30.5 years (2-60 years) and Ph- AK2 18 8 96 5 154 19 24

characterised by the presence of BCR::ABL1 and is associated B negative-12 years (8 months—61 years). | | :l O :, :“ ::"“““““ ' | |
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» The CNAs in the overall cohort were detected in 153(76.1%) A stucualvarant ] arpircaicr
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> This study explores the difference in the distribution of CNASs In
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» In Ph-positive cohort, CNAs were detected in 36 cases (92%) cornza e I I PAXS5 31.34 43.6 46
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B-ALL and Ph-negative B-ALL. ol IKZF1-71.8%, PAX5-43.6%, CDKN2B—38.5%, and A |
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30.2%, CDKN2B-29.6%, PAX5-28.4%, and IKZF1-23.5%.
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> Multiplex RT-PCR was done for recurrent translocations including ™ > The Ph-positive cohort had 8 cases(20.5%) with CNA in 1 el | : | :“ 1 CNA ’6’89’?5 )
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> CNAs (deletions and amplifications) in B-cell differentiation and cell "™ Ph-negative cohort had 38(23.5%), 27(16.7%), and e o ] e 2 CNAs 38 1891 11 28.2 27 16.7
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