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Correction to: J Exp Clin Cancer Res 38, 183 (2019)


https://doi.org/10.1186/s13046-019-1177-0

Following publication of the original article [1], the authors identified some minor errors in Figs. 3 and 4, specifically:	In Fig. 3a, the cytometrical dot plots originally contained errors

	In Fig. 4f, an incorrect image was originally used for the anti-SNHG1-treated tumor sections (1st row, 3rd column)




The authors provided the Journal with the original data. The corrected figures are given here. The corrections do not have any effect on the final conclusions of the paper. The original article has been corrected.
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Fig. 3Depletion of SNHG1 enhances the effects of sorafenib in promoting apoptosis and autophagy of sorafenib-resistant cells. Huh7-SR cells either untreated (control) or transfected with SNHG1 Smart Silencer (anti-SNHG1) were incubated for 48 h in the absence or presence of sorafenib (5 μM). a Representative dot plots were from the above cytometrically analyzed cells. b Representative images were taken from the above cells stained by Annexin V/propidium iodide or acridine orange (magnification × 200). c Cell apoptosis (%) was measured by cytometry. d The fold change of acridine orange fluorescence intensity (FL3) versus the untreated controls, which was defined as 1, was calculated. e Cells were subjected to Western blot analysis. The density of each band was normalized to β-actin. “*” (P < 0.05) and “**” (P < 0.001) indicate a significant difference



[image: ../images/13046_2021_2183_Fig2_HTML.png]
Fig. 4Depletion of SNHG1 enhances the efficacy of sorafenib to suppress sorafenib-resistant HCC tumors in vivo. a Animal experimental schedule was described as in Materials and Methods. b The size (mm3) of tumors was recorded. c and d Tumors harvested at the end of experiments were weighed (c) and photographed (d). e Tissue homogenates were Western blotted. The density of each band was normalized to β-actin. f Representative images of tumor sections were immunostained with an anti-Ki67 Ab and TUNEL. g Proliferation index (%) and h apoptosis index (%) were quantified. “*” (P < 0.05) and “**” (P < 0.001) indicate a significant difference from controls. “ϕ” (P < 0.05) and “ϕϕ” (P < 0.001) indicate a significant difference


Reference
	1.
Li W, Dong X, He C, et al. LncRNA SNHG1 contributes to sorafenib resistance by activating the Akt pathway and is positively regulated by miR-21 in hepatocellular carcinoma cells. J Exp Clin Cancer Res. 2019;38:183. https://​doi.​org/​10.​1186/​s13046-019-1177-0.CrossrefPubMedPubMedCentral





OEBPS/navigation.xhtml

    
      Contents


      
        		Correction to: LncRNA SNHG1 contributes to sorafenib resistance by activating the Akt pathway and is positively regulated by miR-21 in hepatocellular carcinoma cells


      


    
    
      Landmarks


      
        		Body Matter


      


    
  

OEBPS/images/13046_2021_2183_Fig1_HTML.png
>

Annexin V/
propidium iodide

Acridine orange

Apoptosis (%)

Caspase-3
Cleaved-»

B-actin

Relative band density

. . Sorafenib +
4 Control Sorafenib Anti-SNHG1 Anti-SNHG1
2l < < %
2 = o °
S | 2] @ ] 2 ] o]
c|® ° ° e
ERRY %] Ry o]
5| ¢ o ° e
s | - s -
S | o3 23 EE EE
(-
% o e ) % e s
Ti0 10! 102 100 10t 100 10! 102 108 10% 109 10! 102 103 q0f 100 o 102 108 10t
Annexin-V FITC "
B . Sorafenib +
Control Sorafenib Anti-SNHG1 Anti-SNHG1

Fold change of
FL3 intensity

T N
T [T a—
[ Control
SLC3A2 p-Akt M Sorafenib
* % =
* %k .
' — % [ Anti-SNHG1
Sorafenib +
Anti-SNHG1
LC3-Il Beclin-1 Cleaved

caspase-3





OEBPS/css/envelope.png





OEBPS/css/sidebar.gif





OEBPS/images/13046_2021_2183_Fig2_HTML.png
Pre-treatment phase  Treatment phase
A
4 VT N
Day O 25 27 46
Control (n=6)
i Sorafenib (n=6)
Sorafenib (10 Anti-SNHG1 (n=6)
mg/Kg) Sorafenib + Anti-
SNHG1 (n=5)
No. of Mice 35 2723 23
Start —————*" Select ————> End

Control

Sorafenib

Anti-SNHG1

Sorafenib +
Anti-SNHG1

Control

Ki-67

TUNEL|

TEM

Sorafenib +
Anti-SNHG1

Control  Sorafenib anti-SNHG1 Sorafenib+

anti-SNHG1

—o— Control 1800
— 2000 —— Sorafenib -
E —A— anti-SNHG1 cén 1500 ,—\¢¢
£ 1 —O— Sorafenib+anti-SNHG1 =
- 500 = 1200 **
= )
2 1000 g 900 iy
[=}
£ 5 600 if
2 500 €
2 300
0 0
Control  Sorafenib anti-SNHG1 Sorafenib+
Days after treatment started anti-SNHG1
X
E B Control I Anti-SNHG1
i Sorafenib +
M Sorafenib Anti-SNHG1
. —
*%
SLC3A2 z
i
PTEN S
hel
p-Akt 2
3
LC3-I )
LC3-Il -%
Beclin-1 o
Caspase-3
Cleaved
i LC3-1I Beclin-1 Cleaved
B-actin caspase-3
. 80 ¢¢ 80 ‘M’
g <
b 60 *% %{ 60 e
2 S
- * % E * %
c 40 @ 40
2 g
- * K el %
g2 g 20
s <
0 0

Control  Sorafenib anti-SNHG1 Sorafenib+

anti-SNHG1





