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Supplementary Figure 1: Schematic position and length of amplicons used to cover 

the SOCS1 open reading frame.  

 

 



Supplementary Figure 2: The subgroup examined represents the whole 

RICOVER-60 cohort. The survival time analyses of the patients of the RICOVER-60 

trial are shown with (green) or without (red) SOCS1 mutation data with respect to all 

cases (A) or the patients’ treatment (B: CHOP-treated; C: R-CHOP-treated). The 

analyses were conducted for event-free survival (EFS), progression-free survival 

(PFS), and overall survival (OS). The corresponding numbers of patients (n) and 

results of statistical testing for differences (p) are shown. No significant differences 

were detected.   

 

Supplementary Figure 3: Comparison of positional accumulation of variants across 

SOCS1 using publicly available databases across different cancer types. A. 

cBioportal, B. COSMIC. 



 

Supplementary Figure 4: Survival curves of DLBCL patients related to SOCS1 

mutation subtypes. The survival time analyses of the patients of the RICOVER 60 

trial are shown with wildtype (green), minor mutated (red), or major mutated (light 

blue) SOCS1 with respect to all cases (A) or patient treatments (B: CHOP-treated; C: 

R-CHOP-treated). The analyses were conducted for event-free survival (EFS), 

progression-free survival (PFS), and overall survival (OS). The corresponding 

numbers of patients (n) and results of statistical testing for differences (p) are shown. 

No significant differences were detected. 

 



 

Supplementary Figure 5: Survival of DLBCL patients related to overall SOCS1 

mutations. The survival time analyses of the patients of the RICOVER 60 trial are 

shown with wildtype (green) or mutated (red) SOCS-1 with respect to all cases (A) or 

patient treatments (B: CHOP-treated; C: R-CHOP-treated). The analyses were 

calculated for event-free survival (EFS), progression-free survival (PFS), and overall 

survival (OS). The corresponding numbers of patients (n) and results of statistical 

testing for differences (p) are shown. No significant differences were detected 

 

 

 

 



Supplementary Table 1: Primer sequences of PCR primers used to cover the 

SOCS1 open reading frame. Either 3 longer (L) or 5 shorter amplicons (S) were 

used. Primers were named as follows: numbers indicate the amplicon counted from 

3’ to 5’. L or S indicates a long or a short amplicon.  f= forward primer, r= reverse 

revers primer. 

Primer Sequence 5’-3’ 

1Lf = 1Sf GGCTGGCCCCTTCTGTAG 

1Lr = 2Sr CCCCGTGCACGCTCA 

2Lf = 3Sf GCACTTCCGCACATTCCGTT 

2Lr = 4Sr TGGCGCAGCGGGGCCCCCAGCAT 

3Lf = 4Sf GAACTGCTTTTTCGCCCTTA 

3Lr = 5Sr ACGGCATCCCAGTTAATGCT 

1Sr AACGGAATGTGCGGAAGTGC 

2Sf TTCCTCCTCTTCCTCCT 

3Sr GAAGAGGCAGTCGAAGCTCT 

5Sf AGAGCTTCGACTGCCTCTTC 

 

Supplementary Table 2: A: Summary of patient characteristics, 

immunohistochemistry and fluorescence in situ hybridization data. Grouping of the 

patients with respect to the SOCS1 mutation status, three different classifiers and the 

treatment with or without rituximab. No significant differences were found. B: 

Immunohistochemical detection of characteristic markers in DLBCL and FISH 

analyses. Patients were grouped into patients with neutral and patients with 

pathogenic SOCS1 mutations. Grouping of the patients with respect to the SOCS1 

mutation status, three different classifiers and the treatment with or without rituximab. 

Significant differences were detected in the expressions of HLADR independently 

from the specific SOCS1 mutation classifier. No further differences could be 

detected. 

 



 



 

 

 

 

 

 

 

 


