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This article has been corrected: Due to errors during image assembly, the images for Figure 2, panels E and F, were
accidentally switched. The corrected Figure 2 is shown below. The authors declare that these corrections do not change the
results or conclusions of this paper.
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Figure 2: Induction of cell cycle arrest and inhibition of cell proliferation by cisplatin (cDDP) alone and combined with cepharanthine
hydrochloride (CEH) in esophageal cancer cell lines. (A and B) Cell cycle analysis. Percentages of Ecal09 and Ecal09/CDDP cells in
the G1, S, and G2/M phases are presented respectively. Effects of cDDP and combined with various concentrations of CEH medication
on cell cycle distribution. Ecal09 (A) and Ecal09/CDDP (B) cells were treated with 0, 1, 5, 10 and 20 uM CEH combined with cDDP for
48 h, and cell cycle distribution was measured by flow cytometry after PI staining. (C and D) p21 and p53 protein levels were determined
by western blot analyses. GAPDH was used as the loading control. (E and F) Cells were treated with 0, 1, 5, 10 and 20 uM CEH combined
with cDDP for 48 h; representative images of Ecal09 (E) and Ecal09/CDDP (F) clone formation are shown. *** P <0.001 compared with
the control.
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