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Error in Figure

In the original publication [1], there was a mistake in Figure 4f as published. One
colony well of Figure 4f was erroneously assembled during the preparation of the figures.
This oversight was due to an inadvertent cut and paste of the same colony well. The
corrected Figure 4f appears below. The authors apologize for any inconvenience caused
and state that the scientific conclusions are unaffected. This correction was approved by
the Academic Editor. The original publication has also been updated.
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Figure 4. Pharmacological inhibition of p38α and MEK as a synthetic lethality approach. (a) 

Immunoblotting showing c-MYC protein levels in HT29 and HCT116 cells treated for 24 h with 

SB202190 (10 μM) or ralimetinib (10 μM). (b) Immunoblotting showing c-MYC protein levels in 

HT29 and HCT116 cells treated for up to 48 h with ralimetinib (10 μM) and/or PD98059 (20 μM). (c) 

Immunoblotting showing c-MYC protein levels in HT29 and HCT116 cells treated for up to 48 h 

with ralimetinib (10 μM) and/or trametinib (1 nM). (d) Quantification of cell death by trypan blue 

staining in HT29 and HCT116 cells treated with ralimetinib (10 μM) and/or trametinib (1 nM) for 48 

h. (e) Proliferative index of HT29 and HCT116 cells treated with ralimetinib (10 μM) and/or 

trametinib (1 nM) for 48 h, as determined by WST-1 assay. (f) Cell viability assay on HT29 and 

HCT116 cells treated with ralimetinib (10 μM) and/or trametinib (1 nM) for 48 h. (g) Graphs 

summarizing the percentage of Ki67-positive cells, as determined by flow cytometry analysis, in 

HT29 and HCT116 cells treated with SB202190 (10 μM) and/or PD98059 (20 μM) or with ralimetinib 

(10 μM) and/or trametinib (1 nM) for 48 h. (h) Graphs summarizing the percentage of apoptotic cells 

(early + late), as determined by flow cytometry analysis of annexin V staining, in HT29 and HCT116 

cells treated as in g. (i) RT-PCR analysis of the mRNA levels of the c-MYC target genes p21, Cyclin 

E, Cyclin A, and cdc25 in HT29 cells treated with ralimetinib (10 μM) and/or trametinib (1 nM) for 

24 h. (j) Immunoblotting showing c-MYC and cleaved PARP protein levels in two lines of patient-

derived CRC-SCs grown as tumorspheres (#9 and #40) treated with ralimetinib (10 μM) and/or 

trametinib (1 nM) for 48 h. (a–c,j) β-actin was used for normalization. (d,e,g,h,i) Statistical analysis 

was performed using Student’s t-test; * p < 0.05: vs. untreated cells, # p < 0.05: vs. corresponding 

single treatment; cl.PARP: cleaved PARP; p1: patient 1-derived CRC-SC; p2: patient 2-derived CRC-
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Figure 4. Pharmacological inhibition of p38α and MEK as a synthetic lethality approach. (a) Im-
munoblotting showing c-MYC protein levels in HT29 and HCT116 cells treated for 24 h with SB202190
(10 µM) or ralimetinib (10 µM). (b) Immunoblotting showing c-MYC protein levels in HT29 and
HCT116 cells treated for up to 48 h with ralimetinib (10 µM) and/or PD98059 (20 µM). (c) Im-
munoblotting showing c-MYC protein levels in HT29 and HCT116 cells treated for up to 48 h with
ralimetinib (10 µM) and/or trametinib (1 nM). (d) Quantification of cell death by trypan blue staining
in HT29 and HCT116 cells treated with ralimetinib (10 µM) and/or trametinib (1 nM) for 48 h.
(e) Proliferative index of HT29 and HCT116 cells treated with ralimetinib (10 µM) and/or trametinib
(1 nM) for 48 h, as determined by WST-1 assay. (f) Cell viability assay on HT29 and HCT116 cells
treated with ralimetinib (10 µM) and/or trametinib (1 nM) for 48 h. (g) Graphs summarizing the
percentage of Ki67-positive cells, as determined by flow cytometry analysis, in HT29 and HCT116
cells treated with SB202190 (10 µM) and/or PD98059 (20 µM) or with ralimetinib (10 µM) and/or
trametinib (1 nM) for 48 h. (h) Graphs summarizing the percentage of apoptotic cells (early + late),
as determined by flow cytometry analysis of annexin V staining, in HT29 and HCT116 cells treated
as in g. (i) RT-PCR analysis of the mRNA levels of the c-MYC target genes p21, Cyclin E, Cyclin
A, and cdc25 in HT29 cells treated with ralimetinib (10 µM) and/or trametinib (1 nM) for 24 h.
(j) Immunoblotting showing c-MYC and cleaved PARP protein levels in two lines of patient-derived
CRC-SCs grown as tumorspheres (#9 and #40) treated with ralimetinib (10 µM) and/or trametinib
(1 nM) for 48 h. (a–c,j) β-actin was used for normalization. (d,e,g–i) Statistical analysis was performed
using Student’s t-test; * p < 0.05: vs. untreated cells, # p < 0.05: vs. corresponding single treatment;
cl.PARP: cleaved PARP; p1: patient 1-derived CRC-SC; p2: patient 2-derived CRC-SC. The presented
results are representative of at least three independent experiments. Detailed information about
Western Blot can be found at supplementary materials.
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