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Figure S1. Effects of RANK signaling in primary AML cells treated with chemotherapeutic agents using 
sRANKL. (A) ATP levels, (B) mitochondrial membrane potential and (C) cell death were analyzed by CTG assays, 
flow cytometry for TMRE staining and analysis of intracellular caspase-3 activity, respectively, in primary AML 
cells upon RANK signaling using non-clustered trimeric sRANKL (0.5 µg/mL) and treatment with either 
chemotherapeutic agent (Ø, samples only treated with the respective chemotherapeutic agent). Numbers in 
panels represent uniform patient number (UPN) as shown in Table 1. 
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Figure S2. Extended data on resistance to doxorubicin and cytarabine upon RANK signaling in primary AML 
cells. Additional data on untreated primary AML cells and samples solely treated with the respective 
chemotherapeutic agent (Ø) are shown. Combined results obtained in independent experiments with leukemic 
cells of n = 6 AML patients upon RANK signaling and treatment with either chemotherapeutic agent by (A) CTG 
assay, (B) flow cytometry for TMRE staining and (C) analysis of intracellular caspase-3 activity are depicted (solid 
lines, median; dotted lines, 100% relative cell viability, mitochondrial membrane potential and active caspase-3+ 
primary AML cells, respectively). Data were normalized to samples treated with the respective chemotherapeutic 
agent. 
 
 


