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Following the publication of this article, an interested reader 
drew to the authors' attention that some western blotting data 
bands had apparently been duplicated in Fig. 4D. the authors 
have re‑examined their original data, and realized that this 
figure was assembled incorrectly. 

the corrected version of Fig. 4 is shown below. the authors 
sincerely apologize for the errors that were introduced during 
the preparation of this figure, and thank the Editor for allowing 
them the opportunity to publish a corrigendum. Furthermore, 
they regret any inconvenience caused to the readership.

Figure 4. stat3 is a potential direct target of mir‑29a in rB. (a) the predicted binding sites and mutation sites for mir‑29a in the 3'‑utr of stat3 are 
shown. (B) miR‑29a overexpression significantly decreased the luciferase activity of the WT‑STAT3‑3’‑UTR but not that of the mutant STAT3‑3'‑UTR in Y79 
and so‑rB50 cells. (c) overexpression of mir‑29a reduced the stat3 mrna expression levels in y79 and so‑rB50 cells. gapDh was used as an internal 
control. (D) overexpression of mir‑29a reduced the stat3, cyclin D1, Bcl‑2 and mmp‑9 protein levels in y79 and so‑rB50 cells. gapDh was used as an 
internal control. **p<0.01..
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