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Correction: J Exp Clin Cancer Res 40, 325 (2021)
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Following publication of the original article [1], an error was identified Figs. 2 and 4. The original alternative image was mistakenly used in Fig. 2H, while in the editing of Fig. 4G, one Western blot band was not carefully discerned and was duplicated.
The correct figures are presented below:
[image: ]
Fig. 2Notch inhibition decreased the self-renewal ability of Erlotinib resistant cells and re-sensitized the resistant cells to Erlotinib. A The addition of Erlotinib decreased the ALDH1A1 positive cells of PC9 and HCC827 cells significantly, but did not affect the ratios of Erlotinib resistant PC9ER and HCC827ER cells. B The addition of Erlotinib decreased the spheres number of PC9 and HCC827 cells significantly, but did not affect the number of Erlotinib resistant PC9ER and HCC827ER cells. C Representative images of ALDEFLUOR isolation were detailed exhibited. Two kinds of Notch signaling inhibitors, FLI-06 (inhibitor-1), and γ-Secretase inhibitor (inhibitor-2) were used. 200 nM of inhibitor-1 (D) decreased the self-renewal ability of multiple kinds of lung cancer cells, and 50 nM of inhibitor-2 (E) decreased the self-renewal ability of multiple kinds of lung cancer cells. F Notch signaling inhibition decreased the stem cells’ ratio of the Erlotinib resistant cells significantly, and further, the much-lowered concentration of Notch signaling inhibitor-1, the 20 nM of FLI-06 sensitized both PC9ER and HCC827ER cells to Erlotinib treatment greatly. Erlotinib alone inhibited the Notch signaling slightly, and lowered concentration of FLI-06 mildly inhibited the Notch signaling, but effectively enhanced the Erlotinib functions in PC9ER (Fig. 3G) and HCC827ER cells (Fig. 3H). Combined TUSC7 and Erlotinib decreased the stem cells ratio greatly in both PC9ER and HCC827ER cells (Fig. 3I-J). K-L The stem cells’ renewal suppression evaluation did not show significant differences between TUSC7 alone and the combination of TUSC7 and FLI-06

[image: ]
Fig. 4m6A status was associated with TUSC7 inhibition and snail relating miR-146a overexpression. A M6A levels of RNAs from resistant cells were statistically more abundant than sensitive original cells. METTL3 affected the miR-146a level (B), and YTHDF2 affected TUSC7 level (C). D-E The results were all confirmed by using the lentiviral based METTL3/YTHDF2 knock-down systems. F-G Dysregulated METTL3 and YTHDF2 affected the m6A, and then determined different EMT and stemness feature in resistant PC9ER cells and HCC827ER cells. H-I METTL3 inhibition decreased m6A at Snai1. J Snai1 inhibition failed to activate the miR-146a promoter activity. K The m6A at TUSC7 level increased in resistant cells, and the recognition of TUSC7 m6A peak by YTHDF2 degraded and downregulated the TUSC7 expression. L The Me-RIP assay confirmed that the high abundance of m6A modification in cells with YTHDF2 inhibition.


The correction does not affect the overall Conclusion of the article. The original article has been corrected.

Reference
	1.
Li K, Peng ZY, Gao S, et al. M6A associated TSUC7 inhibition contributed to Erlotinib resistance in lung adenocarcinoma through a notch signaling activation dependent way. J Exp Clin Cancer Res. 2021;40:325. https://​doi.​org/​10.​1186/​s13046-021-02137-9.CrossrefPubMedPubMedCentral





OEBPS/navigation.xhtml

    
      Contents


      
        		Correction: M6A associated TSUC7 inhibition contributed to Erlotinib resistance in lung adenocarcinoma through a notch signaling activation dependent way


      


    
    
      Landmarks


      
        		Body Matter


      


    
  

OEBPS/images/13046_2023_2760_Fig1_HTML.png
C PCI9ER-Erlotinib HCC827ER-Erlotinib

220 1000| FLI-H, SSC-H || FLI-H, SSC-H | 1000 FL1-H,SSC-H

b r 15 T 800] Subset, 0.196% Subset, 10.6% | = 800| Subset,|0.195%
220 l 3 600 ; % 600) i ssonsman
-5 = @ 400 ©400|

o 5= * 200 -

é . ﬂ =,'_|= G., 200 485 :
I FL1-H10° 10! 102 103 10*10° 10! 10? 10 10* FL1-H10° 10! 102 103 10410° 10! 102 103 10*
PRPEgagH PC9-DMSO HCC827-DMSO

Q Q s (o]
_OD- LT (:é S % 3] 1000| FL1-H, SSC-H FLI1-H, SSC-H 1000| FL1-H, =
PMS e T 270 = 800| Subset, 0.188% || Subset, 2.76% 800| Subset; 0.193%
ex —Z - = ¢l
D\\/\S(ao““\‘o Q600 ? 2 600 -
B & @ 400 @ 400

»

3 60 2001 4 200( 47 3

B i

§ m FL1-H10° 10" 102 10% 10*10° 10! 102 103 IOAFLI-IQIO‘] 10" 10210° 10*10° 10! 102 10° 10*

= PC9-Erlotinib HCC827-Erlotinib

%20 1000 FLI1-H, SSC-H || FL1-H, SSC-H | 1000

g & ® é N i 800 Subset, 0.190% || Subset, 1.43% | 800)

29 0 600 9 600

[=% 172 n

2] oxAMn ¥y @ 400 &

G E8ES 0 0
DMe\ct\“‘b oo FL1-H10° 10" 102 103 10410° 10! 102 103 10*FL1-H10° 10! 102 103 10*10° 10! 102 103 10*
DMS()\ogkﬁ(\b
ex
D, . Fi+ o1 230
T29 « z 4 . <2 g 8 13
g1s z &5] . Iz i g
S 52157 |§| 886 S
5 10 2201y 22, g 15
g <E g % a > 10
%5 221 2= = 8
5 S8 £ 82 g 5
50 5 o0 g, = = £
« oL QoL QT oL ] I 2 [— [—
£s<¢ £s<¢ - PO%coER 827 SR PC9 BCoER 827 $27ER
a2/ =L asAQ-=2 Erlotinib + + - + + + - + GErlotinib+ + - + + + - +
E —E = E Inhibitor] + - + + + - + + Inhibitorl+ - + + + - + +
E  PCYHCCS27 PCOHCCS2T H
T4 « M L o4
S < = * NotchllEllzoma Notch 1 [ sssiie s o | 120 kDa
=3 =] *
=D 2518 =————] '
— 3 &b ) é_| Notch? | = —— == = |79, Notch2| == — === === [79kDa
g 10 :E s o E‘
g s Q é 2 ?Z 1 NCSTN| @88 - @w®  [i20kDa  NCSTN| = = == ~ |120kDa
-2 |
F'c503 ¢ "g9g9 Vinculin| emmemmw emmem | 145Da  Vinculin| e e e,
wn wn j=} =3
= g = % 2523 Erotinib + + + + Erotinib + + + +
A=Az =R = FLLO6 + + - - FLLO6 + + - -
E__E E__E TUSC7T -+ o+ - TUSC7T -+ o+ -
I PCOHCC827 PC9 H§C827 K L
w
£ . 230 * . 325 p0104 s p=0.112
< 410 - — 8 s o — < o018 8 p=0473—
ol 0 3] e D sy i
5 & 6 . = 15 r B i i T 5
E g [ * e 5 1.0 - g,
oz 4 [ | - 3 < 5 0
17Ty —
S8 2 & 5 5 ? ? S 0.5qmmm PCOER 5 |== PO
5° 5 =) - :Q ; 8 oo lm= ficER £ = HCC827ER
[ — [——C s
PCH 9ER 827 827ER HPC9 PCY9ER 827 §27ER  “FLLO6 - + - + FLI-06 - + - +
Erlotinib+ + - + + + - + Erlotinib+ + - + + + - + TUSC7 + + + + TUSCT + + + +
TUSC7 + - + + + - 4+ + TUSC7 + - + + + - + + Erlotinib+ + + + Erlotinib+ + + +





OEBPS/css/envelope.png





OEBPS/images/13046_2023_2760_Fig2_HTML.png
A D E
2 059= Control § 159 == Control § 6-mmm Sh-YTHDF2
£ 04-{mmm Resistance E 3 == Sh-METTL3 2 oS == Confrol
< £3 10 204 o
< =0 g
e} o 5DO3
5 2 E05 22
2o g% 2 °1
5 00 S 00 2 0
2 RS shRNAl shRNAZ shiNA% shRNAl shRNA%_ shRNA3
o0
3E8 T &&@‘0«‘0&@ S Q%‘v@
& 88 L & L& C3° F &
S = QQ & TS &
2 R ~2~ ~2~ &
B
5 1.39 == Control g 139 == Control
7 = SiRNAs < = SiRNAs
88 8%
g~ 8~
5 o
2 E 2E
% £%
o) Q
i yF&SS o y &S S
PCY9ER 4@ S QL HCC827ER & NS
FELES FELES
S §v L0 A S §/ L0 L
g 4= C— Control
7 Emm SiRNAs
453
o
o,
5D2
o
2
=
[5}
[~
HCC827E
R
F 5l G ?Cﬁ)ﬁ‘( ‘,\CC%’L'I v
METTL3 [see 88 S8 @]64kDa < O4-mmm PCOER  YTHDF2 [sn s ww@®|c2kDa o 03-mmm PCOER
. > == [ICC827ER ist! ] S = JICC827ER
Twistl @26kDa 2 Twistl _26 kDa 2 02
Snail [See e = #8 |20kDa  E Snail [N 0:  E
Slug [ S5 %s ] 30 kDa :\tt Slug [ 3 D, 5‘: 0.1
1 [ 0 g I
Vincuin [REREME 150, Ot Vineln [ W AP
& S S O o
Sh-METTL3 + - + - RO Sh-YTHDF2 + - + - ¥ S W
& %“‘
H I J K L
. < 60 o o <50 i £ 159== PcOFR & R 15 5
°Zz S Z 40 7 oo mmm  HCC827ER £ D g
4 X 3 M KR < & <
5 £ 40 3 E30 5310 2510 2
s S S 5o 50 w &
> 2 > 220 = 0 o
ZE20 g E 2 E0S 205 H
I 23l 5% 53 2
50 © 5 o] 200 g Eoo &
SQO& SQO& QQO& QQQ& Si-Snail - + + - + + b qé}' ,\Q%'Q%fi\
S & & shYTHDR2- -+ - - + L ¢
PCY PCOER 7 82TER






OEBPS/css/sidebar.gif





