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Supplemental Table S1. Patient characteristics in the AML-12 cohort 

  All KIT exon 17 WT KIT exon 17 MT   
Characteristics N = 95 N = 66 (69.5%) N = 29 (30.5%) P 

Sex, N (%) 
   

0.658  
Male 50 (52.6) 36 (54.5) 14 (48.3) 

 

Female 45 (47.4) 30 (45.5) 15 (51.7)   

Age at Dx, years 
   

0.958  
Median 9.7 9.7 9.7 

 

Range 2.2–17.9 2.2–17.9 3.5–16.4   

WBC in PB at Dx, ×109/L 
   

0.014  

Median 11.3 10.1 15.4 
 

Range 1.0–276.1 1.0–162.5 3.8–276.1   

Blast in BM at Dx, % 
   

0.916  
Median 52.1 52.7 52.0  

 

Range 2.9–91.9 2.9–91.9 24.7–89.0   

Immunophenotypic expression, 
N (%)a 

    

CD117 72 (93.5) 49 (92.5) 23 (95.8) 1.000  
CD33 64 (83.1) 43 (81.1) 21 (87.5) 0.744  
CD19 47 (61.0) 38 (71.7) 9 (37.5) 0.006  
CD56 41 (53.9) 24 (45.3) 17 (73.9) 0.026  

CNS involvement, N (%)       1.000  
CNS1 or 2 93 (97.9) 64 (97.0) 29 (100) 

 

CNS3 2 (2.1) 2 (3.0) 0 (0.0)   

Karyotype, N (%) 
    

8 1 (1.1) 1 (1.5) 0 (0.0) 1.000  
Complex 7 (7.4) 4 (6.1) 3 (10.3) 0.433  

FLT3-ITD, N (%) 5 (5.3) 4 (6.1) 1 (3.4) 1.000  

Treatment allocation, N (%)       0.264  
ECM 52 (54.7) 39 (59.1) 13 (44.8) 

 

HD-ECM 43 (45.3) 27 (40.9) 16 (55.2)   
aCell surface antigen expression was considered positive with a cutoff at 20% of the CD45-gated cells. Flow 

cytometry data on CD117 (KIT protein), CD33, and CD19 expression were not available for 18 cases (13 and 5 

cases without and with KIT exon 17 mutations, respectively) and flow cytometry data on CD56 expression were 

not available for 19 cases (13 and 6 cases without and with KIT exon 17 mutations, respectively). 

Dx, diagnosis; PB, peripheral blood; BM, bone marrow; CNS, central nervous system; WT, wild-type; MT, 

mutated; ITD, internal tandem duplication.  
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Supplemental Figure S1. Survival curves from registration of the patients with 
RUNX1::RUNX1T1-positive AML in the AML-12 cohort. (A) EFS and OS of all patients. (B) EFS 
according to KIT exon 17 mutational status. (C) OS according to KIT exon 17 mutational status. (D) 
EFS according to KIT exon 8 mutational status. (E) OS according to KIT exon 8 mutational status. (F) 
EFS according to KIT exon 17 mutational status and the induction treatment arms. (G) OS according to 
KIT exon 17 mutational status and the induction treatment arms. The 5-year survival probabilities with 
95% confidence intervals are depicted on each panel. ex17, exon 17; ex8, exon 8; WT, wild-type; MT, 
mutated. 
  



 
Supplemental Figure S2. Survival curves of the patients with RUNX1::RUNX1T1-positive AML 
in the TARGET cohort. (A) EFS and OS in all patients. (B) EFS in all patients according to both KIT 
exon 17 status and flow-MRD levels at EOI1. (C) OS in all patients according to both KIT exon 17 
status and flow-MRD levels at EOI1. (D) OS in the patients with KIT exon 17 mutations according to 
GO treatment. (E) OS in the patients without KIT exon 17 mutations according to GO treatment. The 



5-year survival probabilities with 95% confidence intervals are depicted on each panel. P values 
compared to patients without KIT exon 17 mutations and with negative MRD are presented in the panels 
C and D. neg, negative; pos, positive; ex17, exon 17; WT, wild-type; MT, mutated. 
 


