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Supplementary Fig. S1. Digital PCR p.T315I validation. Correlation between (A) plasmid p.T315I 50% 17 

mutated with 3 serial dilutions vs dPCR and (B) tumor burden calculation for p.T315I mutation by NGS 18 

Vs dPCR. dPCR, digital PCR; NGS, Next-Generation Sequencing. 19 

 20 

(As a separate Powerpoint File) 21 
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Supplementary Fig. S2. Kaplan-Meier overall survival curves for (A) CML patients, and (B) ALL patients. 23 

ALL, acute lymphoblastic leukemia; CML, chronic myeloid leukemia. 24 
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(As a separate Powerpoint File) 26 
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Supplementary Table S1. Comparative study of the mutations found by the RNA-nestedNGS method and 28 

the Sanger Sequencing method. 29 
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Mutation  
RNA-

NestedNGS 
(Yes/No) 

Mutation 
Sanger 

Sequencing 
(Yes/No) 

VRF RNA-
NestedNGS 

CML_6 No No  

CML_9 Yes No 30% 

CML_18 Yes No 40% 

CML_24 Yes No 3.0% 

CML_24 Yes No 7.0% 

CML_24 Yes Yes 29% 

CML_25 No No  

CML_25 No No  

CML_26 Yes No 9.5% 

CML_26 Yes No 5.0% 

CML_26 Yes No 60% 
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CML_27 No No  

CML_30 Yes No 10% 

CML_39 No No  

CML_39 No No  

CML_45 No No  

CML_46 Yes Yes 47% 

CML_47 No No  

CML_51 No No  

Control 1 No No  

Control 2 Yes No 3.3% 

Sample 1 Yes No 10% 

Sample 2 Yes Yes 49% 

Sample 3 Yes No 1.0% 

Sample 4 No No  

Sample 5 Yes Yes 33% 

Sample 6 No No  

Sample 7 No No  

Sample 8 No No  

Sample 9 No No  
Sample 

10 No No  

VRF variant read frequency 31 

 32 

 33 

Supplementary Table S2. Thirty-six mutations studied by DNA-deepNGS methodology and the reference 34 

that justifies its inclusion. 35 

 36 

 37 
Mutation Hotspot/Uncommon Reference 

p.M244V Hotspot (1) 

p.L248V Hotspot (1) 

p.L248R Hotspot (1) 

p.G250E Hotspot (1) 

p.Q252H Hotspot (1) 

p.Y253H Hotspot (1) 

p.Y253F Hotspot (1) 

p.E255K Hotspot (1) 

p.E255V Hotspot (1) 

p.L273M Uncommon mutation (2) 

p.E275K Uncommon mutation (3) 

p.D276G Uncommon mutation (3) 

p.T277A Uncommon mutation (3) 

p.V299L Hotspot (1) 

p.F311L Hotspot (1) 

p.F311I Uncommon mutation (4) 
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p.T315I Hotspot (1) 

p.F317V Hotspot (1) 

p.F317I Hotspot (1) 

p.F317L Hotspot (1) 

p.M351T Hotspot (1) 

p.E355G Hotspot (1) 

p.F359V Hotspot (1) 

p.F359C Uncommon mutation (3) 

p.F359I Hotspot (1) 

p.V379I Uncommon mutation (3) 

p.L384M Hotspot (1) 

p.L387M Uncommon mutation (3) 

p.L387F Uncommon mutation (3) 

p.M388L Uncommon mutation (3) 

p.H396P Hotspot (1) 

p.H396R Hotspot (1) 

p.S417Y Uncommon mutation (3) 

p.E450G Uncommon mutation (4) 

p.E459K Hotspot (1) 

p.F486S Hotspot (1) 
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Supplementary Table S3A. Detailed main characteristics of the CML patients. 52 

 53 

As a separate Excel file. 54 
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Supplementary Table S3B. Detailed main characteristics of the B-ALL patients. 56 

 57 

As a separate Excel file. 58 
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