
9000–9001 Nucleic Acids Research, 2021, Vol. 49, No. 15 Published online 31 July 2021
https://doi.org/10.1093/nar/gkab625

Corrigendum
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In Figure 5 of article (1), the authors have inadvertently duplicated the Vinculin blot in panel C.

Below are the original raw image and a new Figure 5. In the raw image, the first four lanes (Lanes 1–4) belong to the left
panel of original Figure 5C. The next four (Lanes 5–8) are the ones that need to be used to substitute the wrong duplicated
vinculin panel (right top panel of original Figure 5C). The last two lanes (Lanes 9–10) were not be included in Figure 5.

This error does not affect the results, discussion and conclusions presented in the article.

REFERENCES

1. Pasini,D., Malatesta,M., Jung,H.R., Walfridsson,J., Willer,A., Olsson,L., Skotte,J., Wutz,A., Porse,B., Jensen,O.N. et al. (2010) Characterization of an
antagonistic switch between histone H3 lysine 27 methylation and acetylation in the transcriptional regulation of Polycomb group target genes, Nucleic
Acids Res., 38, 4958–4969.

*To whom correspondence should be addressed. Tel:+45 3532 5666; Fax:+45 3532 5669; Email: kristian.helin@bric.ku.dk
Present address: Diego Pasini, European Institute of Oncology, IFOM-IEO Campus, Via Adamello 16, 20139 Milan, Italy.

C© The Author(s) 2021. Published by Oxford University Press on behalf of Nucleic Acids Research.
This is an Open Access article distributed under the terms of the Creative Commons Attribution License (http://creativecommons.org/licenses/by/4.0/), which
permits unrestricted reuse, distribution, and reproduction in any medium, provided the original work is properly cited.



Nucleic Acids Research, 2021, Vol. 49, No. 15 9001

Figure 5. p300 and Cbp are required for efficient H3K27 acetylation in Suz12 KO ES cells. (A) qPCR expression analyses of the indicated genes in Suz12 KO
ES cells transfected for 48 h with the indicated siRNA oligos. ‘U’ indicates the control siRNA oligo carrying a scrambled oligoribonucleotide sequence.
(B) Western blot analyses of histones purified from Suz12 KO ES cells transfected with the indicated siRNA oligos using the indicated antibodies. H3
is presented as loading control. Quantification of the H3/H3K27Ac signal is indicated above each lane. A scrambled siRNA oligo (SCR) was used as
negative control. (C and D) Western blot analyses of protein extracts and of purified histones from Suz12 KO ES cells transfected with the indicated
siRNA oligos using the indicated antibodies. Vinculin, Ponceau staining and H3 are presented as loading controls. A scrambled siRNA oligo (SCR) was
used as negative control. Quantification of the H3/H3K27Ac signal of western blots presented in ‘C’ is indicated above each lane. (E) Average quantification
of the H3/H3K27Ac signals between the two independent siRNA experiments presented in C and D.


