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SUPPLEMENTARY TABLE LEGENDS

Table S1. Regulatory effects of canonical and non-canonical FLT3 mutations reported in acute leukemias. * canonical FLT3 mutations; # non-canonical FLT3 mutations.

Table S2. FLT3 main co-mutations in AML and ALL populations.
This table summarizes the co-occurrence of gene mutations in patients with FLT3-mutated AML and ALL across different patient subgroups, including adults, adolescents and young adults (AYA), and pediatric cases. For each gene listed, the table reports the number and percentage of patients who carry both a mutation in FLT3 and a mutation in the indicated gene. These values are shown relative to two populations: FLT3-mutated patients only (column: co-mutated/FLT3-mut) and the total patient cohort (column: co-mutated/total). When available, separate values are provided for each different study. References to the original studies or datasets from which the data were derived are also included.

Table S3. FLT3 inhibitor direct and downstream targets (*) described in the reported literature.

Table S4. Eight FLT3 inhibitor sensitivity data in 43 pediatric/AYA ALL cell lines [70,71].
Sensitivity was quantified using the Selective Drug Sensitivity Score (sDSS), where higher values indicate greater sensitivity. We added a ranking system for: a) cell lines were ranked from 1 to 43 for sensitivity to specific inhibitors (column “Rank into Drug”) and b) FLT3 inhibitors were ranked from 1 to 8 (column “Rank into Cell line”), based on their effectiveness for each cell line. Drug response rules: sDSS ≥ 8: sensitive; 5 ≤ sDSS < 8: intermediate; sensitivity and sDSS < 5: resistant. Data from https://proteomics.se/forall/.

SUPPLEMENTARY FIGURES
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Fig. S1: sDSS to 8 FLT3i for each molecular subgroup of B- and T-cell lines. Each plot shows the sDSS for each FLT3 inhibitor; each dot represents a single cell line. sDSS ≥ 8: high sensitivity; 5 ≤ sDSS < 8: intermediate sensitivity; sDSS < 5: resistance. * T-cell subgroups.
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Fig. S2: FLT3-mut KASUMI-10 B-ALL cell line sDSS to 8 FLT3i. sDSS ≥ 8: high sensitivity; 5 ≤ sDSS < 8: intermediate sensitivity; sDSS < 5: resistance.
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