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Description of Additional Supplementary Files 

Supplementary Data 1: Differentially expressed genes in MLL-AF4 infant-ALL vs MLL-

AF4 childhood-ALL. List of genes differentially expressed in MLL-AF4 infant-ALL (n=11) 

compared to MLL-AF4 childhood-ALL (n=5)1 (edgeR exact test; FDR<0.05), including log fold 

change (logFC) log counts per million (logCPM), P value and adjusted P value (FDR) for all 

genes. 

Supplementary Data 2: Combined table of differentially expressed genes in FL HSPC 

vs ABM HSPC, and in MLL-AF4 infant-ALL vs MLL-AF4 childhood-ALL. List of genes 

differentially expressed in FL HSPC populations2 compared to equivalent ABM HSPC 

populations3 (HSC, MPP, LMPP and CBP/CLP), and/or in MLL-AF4 infant-ALL compared to 

MLL-AF4 childhood ALL1. Each FL HSPC subpopulation and MLL-AF4 infant-ALL has its own 

column describing the effect in that subpopulation. “up” = FDR<0.05 and logFC>0, “down” = 

FDR<0.05 and logFC<0, “unchanged” = FDR>0.05. Data can be filtered by whether a gene is 

differentially expressed in 0-4 FL HSPC subpopulations analyzed.

Supplementary Data 3: Significantly differentially expressed genes between HOXAhi

MLL-AF4 childhood-ALL, HOXAhi MLL-AF4 infant-ALL and HOXAlo MLL-AF4 infant-ALL. 

List of genes found to be differentially expressed following a 3-way comparison between 

HOXAhi MLL-AF4 childhood-ALL, HOXAhi MLL-AF4 infant-ALL and HOXAlo MLL-AF4 infant-

ALL1 (edgeR glm test, FDR<0.05). logFC values are given for each subtype. 



Supplementary Data 4: MLL-AF4-bound genes. List of genes that have at least one MLL-

AF4 binding site (defined as overlapping MLL-N and AF4-C ChIP-seq peaks) anywhere in the 

gene body in CRISPRMLL-AF4+ ALL, the SEM cell line4 and/or an MLL-AF4 childhood-ALL 

patient5. Each sample has its own column describing whether an MLL-AF4 binding site is 

present. “yes” = an MLL-AF4 binding site is present in this gene in this particular sample. “no” 

= an MLL-AF4 binding site is not present in this gene in this particular sample. 
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