Protein & Cell

CORRECTION

Protein Cell, 2025, 16, 835-836

https://doi.org/10.1093/procel/pwae062
Advance access publication 8 November 2024
Correction

Correction to: Adenosine-to-inosine RNA editing in
cancer: molecular mechanisms and downstream targets

This is a correction to: Hao Cheng, Jun Yu, Chi Chun
Wong, Adenosine-to-inosine RNA editing in cancer:
molecular mechanisms and downstream targets, Protein
& Cell, 2024; https://doi.org/10.1093/procel/pwae039

In the originally published version of the manuscript
there were errors in Figure 2.

In panel H, text should read: “Loses capacity” instead
of: “oses capacity”; a redundant letter “I” that was high-
lighted should be removed.

In panel L, arrows were missing from the text in the
bottom two boxes—these have now been added to read:
“® MDAS 4 dsRNA, compensatory ADAR1p150 #” and
“4 MDAS f dsRNA, IFN production f, dysfunctional
ADAR1p150”.

Figure 2 should thus read:
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The emendations have been made to the article.
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