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Supplementary Figure 1: Oncoplot of IGH::CEBP rearranged BCP-ALL cases reported between 1982 and 2025.
A) Clinical, molecular methodologies and cytogenetic features of the reported IGH::CEBP rearrangement cases in
BCP-ALL (n=151). As DS patients have a constitutional trisomy 21, the expected 47 chromosomes were referred
to as normal (N) and were observed in 73% of the cases. The remaining DS cases had either 48-49 chromosomes
(22%) or 46 chromosomes (5%) and were referred to as low hyperdiploid (HeL) and high hypodiploidy (HoH),
respectively.
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Publications identified through database searching:

Mitelman Database of
Chromosome Aberrations (n=35)

Total publications (n=80)
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Total publications (n=42)

Criteria for including cases:
-B-ALL (immunotype showing early B cells)
-IGH::CEBP translocation
-Initial diagnosis samples (no relapse)
-Available karyotype, sex and immunophenotype
-No duplicated cases

Eligibility

Total included publications (n=35)
Selected studies Population-based (n=14) and Case reports (n=21)
Total number of cases (n=145)

Supplementary Figure 2: Flow diagram of the criteria for selecting publications and
assessment of cases.



Supplementary Table 1: Vital status of the IGH::CEBP cases.

Total number of cases | Number of non-DS-ALL cases | Number of DS-ALL cases
n=69 (%) n= 49 (%) n= 20 (%)
Children | adults Children adults Children adults
IGH::CEBPA L |4(36) 2(18) 4 (40) 1(10) 1(100)
D |1(9) 4 (36) 1(10) 4 (40)
IGH::CEBPB |L |3(50) 1(16) 3(50) 1(16)
D |2(33) 2(33)
IGH::CEBPD |L |32(73) 6(13) 16 (61) 6 (23) 16 (89)
D |3(7) 3(7) 3(11) 1(4) 2(11)
IGH::CEBPE |L |[3(38) 4 (50) 3(38) 4 (50)
D 1(12) 1(12)






