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Supplementary Table 1 

 

 

*IQR: Interquartile range. Categorical variables were compared with Fisher’s exact test while 

continuous variables with Mann-Whitney test. 
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Supplementary Figure legends 

 

Supplementary Figure 1. Effect of ΔNp73α and TAp73α on the proliferation and ATO 

response of NB4 and NB4-R2 cells. (A) Normalized copy numbers (NCN, N copies of 

target gene/copies of ACTB) of OE cells versus controls (transduced with empty vector). (B) 

Protein abundance of ΔNp73α and TAp73α in OE NB4, NB4-R2, and control cells. The 

antibodies used to detect ΔNp73α was the pan anti-p73 antibody (Novus biologicals: 

NB100-56674, 1:1000) and for TAp73 we used an anti-TAp73 (abcam: ab14430; 1:1000). 

(C) Proliferation assay of transduced APL cells showing higher proliferation index in ΔNp73α 

OE-NB4 cells. (D-E) Annexin V apoptosis assay after treatment with ATO (D) or ATO+ATRA 

(E) in OE-NB4 and -NB4-R2, and control cells. (F) Apoptosis assay in NB4 ATOr cells 

overexpressing TAp73 indicating resensitization to ATO mediated by TAp73. (G) 

Percentage levels of CD14 and CD15 markers in ATRA-treated NB4 cells overexpressing 

p73 isoforms. (H) Wright’s stain of transduced NB4 cells after 120 h of ATRA-treatment and 

controls. 

 

Supplementary Figure 2. Evaluation of ATRA-modulated genes and proteome 

analysis of ATRA-treated NB4 overexpressing ΔNp73α or TAp73α. (A) CEBPA, 

CEBPE, and ELANE expressions were evaluated during the ATRA-treatment, finding no 

impact of ΔNp73α or TAp73α. (B) Increased stability of ΔNp73α protein observed during 

ATRA treatment. (C) Following a proteomic approach, pathway enrichment analysis 

revealed RNA splicing processes as top differentially modulated between ΔNp73α and 

TAp73α in NB4 cells. (D). However, these same pathways were uniformly downregulated 

during ATRA treatment, regardless of p73 isoform overexpression. 
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