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Correction to: Transl Oncol . 2020 Apr;13(4):100754. doi:10.101 duplicated during image figure assembly. Therefore, we have replaced
6/j.tranon.2020.100754. Epub 2020 Mar 18. the image for figure 3D. The corrected figure 3 is provided below:

In Figure 3D, the invasion images of HCT116P53WtMSI apq Authors regret that in Figure 4E, the wound healing images of
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DOI of original article: https://doi.org/10.1016/j.tranon.2020.100754.
* Correspondence to: Upender Manne, Ph.D., Professor and Director of Anatomic Translational Pathology, Department of Pathology, Wallace Tumor Institute,
Room # 420A, University of Alabama at Birmingham, Birmingham, AL 35233, USA, Phone: (205)-934-4276.
E-mail address: upendermanne@uabmc.edu (U. Manne).

# contributed equally for senior authorship

https://doi.org/10.1016/j.tranon.2021.101142

Available online 16 September 2021
1936-5233/© 2021 The Authors. Published by Elsevier Inc. This is an open access article under the CC BY-NC-ND license

(http://creativecommons.org/licenses/by-nc-nd/4.0/).


http://dx.doi.org/10.1016/j.tranon.2020.100754
http://dx.doi.org/10.1016/j.tranon.2020.100754
mailto:https://doi.org/10.1016/j.tranon.2020.100754
mailto:upendermanne@uabmc.edu
www.sciencedirect.com/science/journal/19365233
https://www.elsevier.com/locate/tranon
https://doi.org/10.1016/j.tranon.2021.101142
https://doi.org/10.1016/j.tranon.2021.101142
https://doi.org/10.1016/j.tranon.2021.101142
http://crossmark.crossref.org/dialog/?doi=10.1016/j.tranon.2021.101142&domain=pdf
http://creativecommons.org/licenses/by-nc-nd/4.0/

S. Agarwal et al.

A

Translational Oncology 14 (2021) 101142

HeT116P5 M) HeT11g™ M SwaggPSMLMSS
- < P4HA1 - < P4HA1 < P4HA1
ge B-actin [ s | < B-actin < B-actin
> & N & > &
B SES X0 S X0 SN
12 «% QX’ QX‘ 12 é\Q?Q? 12 &% Q\Y‘ Q‘Y.
S h SN NS
10 10 10
*P<0.01
8 . 8 8
[72] w0 * K7}
5 * = . 0w == NT shRNA
et ge 8¢ -+ P4HA1 sh1
5 4 54 54 =+ P4HA1 sh2
22 z2 Z2
) 0 . 0 )
0 2 4 6 Days 0 2 6 Days 0 2 4 6 Days
NT shRNA P4HA1 sh1 P4HA1 sh2
A pre NT shRNA P4HA1 sh1 P4HA1 sh2

sw“&& mut.MSSHc.r116053-nul,MShCT11 6p53—wl,MSp o

E Herue™ M
R AR AR RN e
D D NT SshRNA
® o PAHA1 sh1 PAHA1 shi
F 53-wt,MSI p53-mut MSS G
,  Hete’ N 2 SW480
X10 * X1 'P=0.025 p53-wt MS|
530" PROIS  — “p=0.0008 4 HCT116
g P=0.022 € E —~NTShRNA | E,| - o <PCNA
520'-NT ShRNA | S2 ., T20 «PaHA1sh1, 93 —_ .
{ - = - PR ——— ’ <«
g P4HA1 sh1 §’ £ %2‘ 4
S ‘ bR -§10 s T | m————— | <3 CtIN
210 . 5 51
£ g g 5 | i NTShRNA  P4HA1 shi
F ol 5o "o L Ly
0 20 24 28 & 013202429 & &
Days é@- v:\‘” Days & QX:\
RS Qb‘g‘ ARl

Figure 3. P4HA1 knockdown reduces malignant phenotypes of GRC cells. (A) Immunoblot analysis showing P4HA1 knockdown efficiency in CRC cells, HCT116P>>
WEMSL 11CT116PS3MUILMSE anq for SW480PS3™MUtMSS (B) proliferation of CRC cells following P4HA1 knockdown in comparison with control NT shRNA, as determined
by cell counting at 2, 4, and 6 days. (C) Colony formation assay showing the effect of PAHA1 knockdown. (D) Transwell cell invasion assays showing the invasion
potential of P4AHA1-knockdown and control NT-shRNA CRC cells. (E) Representative photograph showing excised tumors from mice implanted with HCT116 or
SW480 cells. (G) Volumes and weights of HCT116P%>"tMSL and sw480P53MUtMSS yenograft tumors shown in histographs. (H) Immunoblot analysis of levels of
P4HA1 and PCNA in P4HA1-knockdown and control shRNA groups.
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Figure 4. miR-124 and EZH2 regulate P4HA1 in CRCs. (A) Predicted binding site of miR-124 in the 3'UTR of P4HAI. (B) Immunoblot analysis showing P4AHA1
expression after transfecting HCT116P>>"tMS! cells with miR-124 or NT-miR. Overexpression of miR124 was accomplished, and cell proliferation (C), colony for-
mation (D), and migration (E) assays were performed. (F) P4AHA1 expression was analyzed by Western blotting in the shRNA-mediated knockdown of EZH2 in
HCT116P53WtMSI gyy4g(Po3mutMSS 5 g HT29PS3MutMSS (o5, Decreased repressive marks of H3K27me3 show the efficiency of EZH2 shRNA. (G) CRL1807 SV40
transformed colon cells infected with lacZ adenovirus or EZH2 or EZH2-deleted SET mutant adenovirus for 48 hours, followed by measurement of PAHA1 expression

using immunoblot analysis.
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were inadvertently duplicated during figure assembly. The corrected
Figure 4 is shown below:

These oversights in the originally published version of this article
have no impact on the conclusions of the work. Authors apologize for the
inconvenience caused.
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