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This article has been corrected: Oncotarget has completed its investigation of this paper. Our image forensic analysis found 
only one issue: a duplicated western blot panel in Figure 1. The corresponding author Dr. Dieter A. Wolf confirmed that in 
Figure 1E, the SRC panel is an accidental duplicate of the SRC panel in Figure 3D. The authors provided original, unmodified 
raw data for this experiment and the date stamp confirms its authenticity. The corrected Figure 1, which was produced using 
the original data, is shown below. The authors declare that this correction does not affect the results or conclusions of the 
paper.
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Figure 1: Effect of CSK knockdown on androgen-independent proliferation and SRC activity in LNCaP cells. (A) 
LNCaP cells were depleted of androgen for 72 h, followed by transfection of different siRNAs targeting CSK. After 48 h, cells were 
harvested for determination of knockdown efficiency by Q-PCR. (B, C) Cell proliferation was determined with the MTS assay and by 
cell counting. The synthetic androgen R1881 was used as positive control. Error bars represent standard deviations of 3 – 6 replicate 
measurements. Significance of the differences to the siControl sample (grey bar) was assessed by calculating p values using an unpaired 
t-test, two-tailed distribution, assuming equal variance. Asterisks denote significant differences. (D, E) Protein lysates obtained under the 
same conditions were probed with antibodies for cell cycle markers and markers of SRC activity. Dasatinib treatment and overexpression 
of the dominant negative SRC-K295M mutant was used to confirm the identity of the pSRC Y419 and Y530 bands, both of which were 
eliminated by the tyrosine kinase inhibitor. (F) The anti-androgen bicalutamide was added to cells at the time of siRNA transfection to 
determine the dependence of cell proliferation induced by CSN knockdown on AR signaling. Error bars represent standard deviations of 
7 replicate measurements. Significance of the differences to the androgen depleted sample (black bar) was assessed by calculating p-values 
using an unpaired t-test, two-tailed distribution, assuming equal variance. Asterisks denote significant differences relative to the siControl 
values (black bars).


