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Supplementary Figure S1. The gene expression boxplots of several dasatinib targets in different hematological sample groups: acute leukemia (n
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Supplementary Figure S2. The relative cell viabilities of dasatinib treated T-ALL cell lines measured by alamarBlue assay after 72h incubation in a 10-fold dasatinib dilution
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Supplementary Figure S4. The proliferation (Oh,
24h, 48h, 72h), RT-qPCR, and Western blot results
of FYN, ABL1, MAP2K5, and MAP4K5
knockdowns in the Jurkat cell line. A) The FYN
knockdown caused a 17% decrease in median cell
proliferation at 72h, but the result was not
statistically significant (n=5, p=0.55, Mann-
Whitney U test). B) The ABL1 knockdown (n=4),
C) MAP2K5 knockdown (n=6), and D) MAP4K5
knockdown (n=6) did not have any effect on cell
proliferation. E) The LCK knockdown was also
studied in the relatively dasatinib-insensitive P12-
Ichikawa cell line, where it caused a 26% decrease
in median cell proliferation at 72h, but the result
was not statistically significant (n=3, p=0.2,
Mann-Whitney U test).
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Supplementary Figure S5. Growth inhibition in dasatinib-sensitive patient samples after 72h of treatment. The data are normalized to negative
(DMSO) and positive (benzethonium chloride) controls. The gray vertical lines indicate half maximal growth inhibition concentrations.
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Supplementary Figure S7. The RT-PCR analysis of patient samples for NUP214-ABL1 fusion. Lanes 1-7 present PCR primers for fusion with
different breakpoints, and lane 8 presents the control reaction for RNA quality with PCR primers for ABL1. T-ALL cell line Peer was used as a
positive control.
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Supplementary Figure S8. A) The expression of LCK, FYN, ABL1, MAP2K5, MAP4K5, and LYN in five dasatinib-responsive patient samples. B) The correlation
between Dasatinib DSS and LCK, FYN, MAP2K5, MAP4K5, ABL1, and LYN expression. LCK, FYN, MAP2K5, and MAP4KS5 expression is studied in both
dasatinib-sensitive and insensitive samples (n=17). ABL1 and LYN are studied only in dasatinib-sensitive patient samples (n=5). The ABL1 and LYN of all samples and
FYN of patient 4 were processed in a separate RT-gPCR batch.
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Supplementary Figure S9. A) The expression of T-ALL subtype-defining transcription factors HOXA9/10 and LMO2 in T-ALL patient samples, and the
cell lines measured by RT-gPCR. The striped columns indicate the dasatinib-sensitive samples. B) The correlation between dasatinib response and
expression of T-ALL subtype-defining transcription factors: TAL1, HOXA9/HOXA10, LMO2, TLX1, TLX3, LYL1, and NKX2-1 in patient samples (n=17).
Patient sample 4 was processed in a separate RT-qPCR batch, and none of the samples expressed NKX2-1.
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Supplementary Figure S11. LCK expression in the Jurkat cell line after ShRNA knockdowns of TAL1 and several other transcription factors related to T-
ALL (data reproduced from Sanda et al. 2012, Cancer Cell). The only significant expression difference was observed between the MYB and GFP/LUC
control knockdowns (GFP vs. MYB, p=0.021, Mann—-Whitney U test).



