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Subsequently to the publication of the above paper, the authors
have realized that the western blots featured in Fig. 5B were
inadvertently copied across from Fig. 4B owing to an error
made during the figure compilation process. The corrected
version of Fig. 5 is featured on the next page, showing the
correct data for the western blot analysis of the programmed
death receptor ligand 1 level in radioresistant lung cancer cells
under the specified experimental conditions.

Note that these changes do not affect the interpretation of
the data or the conclusions reported in this paper, and all the
authors agree to this correction. The authors apologize to the
Editor and to the readership of the Journal for any inconvenience
caused.

This work is licensed under a Creative Commons
B Attribution 4.0 International (CC BY 4.0) License.

SPANDIDOS INTERNATIONAL JOURNAL OF ONCOLOGY 57: 1072-1073, 2020


https://www.spandidos-publications.com/10.3892/ijo.2020.5113

INTERNATIONAL JOURNAL OF ONCOLOGY 57: 1072-1073, 2020

A PD-L1, THP-1CM treated AS49R26-1 cells PD-L1, THP-1CM treated H157R24-1 cells
12
A ane . axs ‘| LT 12 4 P T T T S
£
$ ‘ s
8 ]
2 g
E [+
E E
2 04 ;
= &
@
€ 2
o
S SRR LS
& (}b& .;lk\@? ok.»»@ o S
EF e oS S
< 0.5(9@ P
T,
N e e
PN CFNFE S IS
RS & &
R &
C 549R26-1, control M
o A549R26-1, THP-1CM, veh
B AS49R26-1, THP-1CM, U0126 "
£ o s
k] a
§ 8
- o o
E.UJ 3
S os 1 g
[4
E o | :
2 %
i 02 2
o L2
ULBPL ULBP2 ULEP3 MICA MICB
D AS549R26-1 H157R24-1
Veh/U0126: veh voi12e veh uo12e
THP-1CM + + - + +
—_— s — = .. peErk
—— . — || — — | Erk
S | [—  GAPDI

B
AB48R26-1; bl
i Incubated with:
Incubated with: 51_6' et 3
& d *
S oot et
co“‘& < & of H o oF & “'s:s

e el

—— ——

H157R24-1, control M
H157R24-1, THP-1CM, veh
W H157R24-1, THP-1CM, U0126
%
»

ULBP1 ULBP2 ULBP3 MICA MICB
= =
= =
3! 3
‘203 § 08
Sos E_‘o.e
.g'u_.q 30.4
o
202 202
[
= 0 § o
> x.@“ {)9 & xﬂé\ Q;b
A G
N ot «® A &
o R
B ng & P o
< <

Figure 5. Searching for the IL-6 downstream signaling that is responsible for triggering the THP-1 CM effect. (A) RT-qPCR analyses of PD-L1 in radioresistant
lung cancer cells treated with CM of PMA/IL-4-treated THP-1 cells after the addition of inhibitors of individual candidate signaling pathways. (B) Western
blot analysis of the PD-L1 level in radioresistant lung cancer cells treated with conditioned medium (CM) of PMA/IL-4-treated THP-1 cells, with the addition
of the MEK/Erk inhibitor, U0126. (C) RT-gPCR analysis of NKG2D ligand levels in radioresistant lung cancer cells treated with CM of PMA/IL-4-treated
THP-1 cells after the addition of the MEK/Erk inhibitor, U0126. Left panel shows data of A549R26-1 cells and right panel shows data of HI57R24-1 cells.
(D) Western blot analyses of p-Erk and total Erk levels in radioresistant lung cancer cells treated with CM of PMA/IL-4-treated THP-1 cells, with the addition
of U0126. Quantification of p-Erk to total Erk and GAPDH is shown in the lower panels. ‘P<0.05, “P<0.01 and *“P<0.001.



