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Supplementary Figure S1
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Figure S1. Optimization of shRNA screen and generation of stable knockdown cells.  (a) Percentage of GFP-positive SKK-1 cells stably expressing SGEP, 
cSGEP, shBRD4, shRPA3 or shMYB determined at different time points post-infection. (b) Percentage of live SKK-1 cells determined after 14 days of treatment 
with different concentrations of AZA (every 2 days). Data represent the mean ±SEM of two independent experiments. (c) Knockdown efficiency of two different 
shRNAs against CBP and NAA15 was measured by RT-qPCR and control cells with cSGEP were set to 1. Data represent the mean ±SEM of three independent 
measurements. shCBP-1, P=0.004; shCBP-2, P=0.0005; shNAA15-1, P=0.019, shNAA15-2, P=0.0098. (d) Western blot of expression of CBP and H3 as loading 
control in SKK-1 cells stably expressing cSGEP, shCBP-1 or shCBP-2. The signal was quantified using the Odyssey software and is represented as the mean 
±SEM of three independent measurements. shCBP-1, P=0.0198; shCBP-2, P=0.015. (e) SKK-1 cells stably expressing cSGEP, shCBP-1 or shCBP-2 were treated 
for 4 days with indicated concentrations of AZA followed by measurement of the percentage of apoptotic cells indicated AnnexinV staining. Data represent the 
mean ±SEM of three independent experiments. Statistical analysis was performed using two-way ANOVA. ***, p-value < 0.0001. (c-d) Statistical analysis was 
performed by two-sided Student’s T-test compared to untreated samples, *p-value < 0.05, **p-value < 0.001. Source data are provided as a Source Data file.
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Figure S2. IC50 calcuations in SKK-1 and MOLM-13 cells. (a) Dose response curves in SKK-1 cells were determined after 4 days of treatment with different concentrations of 
AZA (0, 1, 2.5, 5, 10, 15, 20, 25, 30 µM) or C646 (0, 1, 2.5, 5, 10, 15, 20, 25, 30 µM). (b) Dose response curves in MOLM-13 cells were determined by DAPI/MitoTracker staining 
after 4 days of treatment with different concentrations of AZA (0, 1, 2.5, 5, 10, 15, 20, 25, 30 µM) or C646 (0, 1, 2.5, 5, 10, 15, 20, 25, 30 µM). (c) Dose response curves in 
MOLM-13 cells as determined by DAPI/MitoTracker staining after 4 days of treatment with different concentrations of A-485 (0, 0.5, 1, 2.5, 5, 10 µM), iCBP-112 (0, 5, 10, 20, 40, 
80 µM), CCS1477 (0, 0.5, 1, 1.5, 2, 3 µM), JQ-1 (0, 0.5, 1, 2.5, 5, 10 µM) or ABT-199 (0, 10, 50, 100, 500, 1000 nM). Data represent the mean ±SEM of three independent 
experiments. IC50 values were calculated using Graphpad prism. Source data are provided as a Source Data file. 
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Figure S3. Apoptosis assay in SKK-1 and MOLM-13. (a) Percentage of apoptotic SKK-1 assessed by AnnexinV staining after 4 days of treatment with indicated concentrations of 
AZA in combination with C646 or 0.075% DMSO as vehicle control. (b) SKK-1 cells stably expressing cSGEP, shCBP-1 or shCBP-2 were treated for 4 days with indicated concentra-
tions of AZA and 7.5 µM C646 or 0.075% DMSO followed by measurement of the percentage of live cells. (c) Percentage of apoptotic MOLM-13 assessed by AnnexinV staining after 
4 days of treatment with indicated concentrations of AZA in combination with C646 or 0.075% DMSO as vehicle control. (a-c) Data represent the mean ±SEM of at least three 
independent experiments. Statistical analysis was performed using two-way ANOVA. ***, p-value < 0.0001. Source data are provided as a Source Data file.



Supplementary Figure S4

Figure S4. Validation of decitabine treatment and protein synthesis in CBP knockdown cells. LINE-1 methylation was determined in MOLM-13 and SKK-1 
cells after 24 hours incubation if 1 µM decitabine using the LINE-1 methylation assay (active motif). Data represent the mean ±SEM of three independent experi-
ments. Statistical analysis was performed by two-sided Student’s T-test compared to untreated samples, MOLM-13, P=0.02; SKK-1, P=0.0006. *P-value < 0.05; 
**P-value < 0.001. Source data are provided as a Source Data file. 
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Figure S5. Protein synthesis in CBP knockdown cells. Median fluorescence in SKK-1 cells stably expressing cSGEP, shCBP-1 or shCBP-2 by Click-iT™ HPG 
Alexa Fluor™ 594 assay. SKK-1 cSGEP cells treated 1.5 hours with cycloheximide (CHX) were used as positive control. Data represent the mean ±SEM of four 
independent experiments. Statistical analysis was performed by two-sided Student’s T-test compared to cSGEP untreated control. shCBP-1, P=0.012; shCBP-2, 
P=0.0027. *p-value < 0.05. Source data are provided as a Source Data file.  
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Figure S6: Gating strategy used to analyse cell 
viability and apoptosis. Cells were gated on cell 
morphology (FSC/SSC) and single events 
(FSC-A/FSC-H). (a) Cell viability was determined by 
MitoTracker® Red CMXRos as live cell marker and 
DAPI as dead cell marker (see Fig.1F-H, Fig.2A-D, 
Fig.4A, Suppl.Fig.S1A-B, S2, S3B). (b) Apoptotic cells 
were stained by AnnexinV-APC (see Suppl.Fig.S1E, 
S3A, S3C), and, if cells were co-cultured with HS-5 
stroma cells, only the CD90 negative fraction was 
considered (see Fig.2E)(c).

97.7%

88.7%

90.7% 99%

92.7% 99.1%

6%

24.5%

1.3%

90.1%


