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of the proliferation experiment, the paper also used 
the CCK8 proliferation assay to validate their find-
ings. In addition, their article also proved the effect on 
cell proliferation through in vivo experiments, further 
confirming their conclusion. Therefore, this error does 
not affect their conclusions regarding the impact on 
cell proliferation or the main findings of the paper. The 
correct Fig. 2 is given below.
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Following publication of the original article [1], the 
authors noticed that two images (Figs.  2E and 5C) in 
the plate clone experiment section were accidentally 
duplicated due to personal negligence.

They fully understand that this mistake may have 
caused inconvenience to the readers and raised doubts 
about the rigor of their research. The authors deeply 
apologize for this oversight and have immediately 
taken corrective measures.

The authors hereby confirm that this error was solely 
caused by carelessness and does not involve any form 
of academic misconduct. They have sufficient origi-
nal experimental images as evidence to prove that the 
duplication was the result of mistakenly placing the 
wrong images. Although this error concerns the results 
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Fig. 2  TUG1 was up-regulated in SCLC cell lines and TUG1 knockdown inhibited cell proliferation in vitro. a The expression of TUG1 was assessed in SCLC 
cell lines compared with the normal bronchial epithelial cell line (16HBE) by qRT-PCR. b c Inhibition of TUG1 by transfection of TUG1 siRNAs or sh RNA 
in H69、H69AR、H446、H446DDP cells. d CCK-8 proliferation assays were used to determine the cell viability for siTUG1 transfected SCLC cells. Experi-
ments were performed in triplicate. e Colony formation assays were performed to determine the proliferation of shTUG1 transfected H446, H446DDP and 
H69AR cells. Representative photographs are shown, and the numbers of colonies were counted. *, P < 0.05; **, P < 0.001
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