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Erratum
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In this text, some errors were found in Figures
3B and 5I, therefore, we provide the correct
version to displace the wrong figures and reflect
changes. We deeply apologize for any inconve-
nience this inadvertent oversight may have
caused. The correction does not have any
effect on the results or conclusions of the pa-
per. The corrected Figures 3B and 5l are pro-
vided below.
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PLK1 in breast cancer progression
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Figure 3. PLK1 promotes VEGFA production and tube formation in endothelial cells. (A, C) A tube formation assay
was performed using CAL-51 and MDA-MB-231 cells transfected with the MCS, PLK1, or PLK1 K82R vector (A).
Quantification of tube lengths (C). (B, D) Tube formation assays were performed in PLK1-knockdown MDA-MB-231
and CAL-51 cells (B). Quantification of tube lengths (D). (E, F) VEGFA production was measured using ELISA in PLK1-
overexpressing (E) and PLK1-knockdown (F) Cells of CAL-51 or MDA-MB-231. *P < 0.5, **P < 0.01, ***P < 0.05.
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Figure 5. PLK1 phosphorylates CENPU and promotes the signaling of COX-2-HIF-1a-VEGFA-pathway and metaphase-anaphase transition. (A, B) The PLK1-CENPU
interaction was investigated in 293T cells overexpressing Myc-tagged PLK1 and Flag-tagged CENPU using the co-IP assay. (C) PLK1 phosphorylates CENPU, as de-
termined by in vitro kinase assay. (D, E) CENPU and CENPU T78A interfere with clone formation by PLK1-knockdown CAL-51 or MDA-MB-231 cells (D). Quantification
of absorbance values (E). (F, G) CENPU and CENPU T78A interfere with tube formation by PLK1-knockdown CAL-51 cells or MDA-MB-231 cells (F). Quantification of
tube lengths (G). (H, I) CENPU and CENPU T78A interfere with protein expression in PLK1-knockdown CAL-51 (H) and MDA-MB-231 cells (). *P < 0.5, **P < 0.01,
***p < 0.05.
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