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Erratum

The following was originally published in Volume 27, No. 2, pages 193-202, 2019 (doi: https://doi.org/10.3727/0965040
18X15150662230295). There was an error in the Matrigel Transwell assay in Figure 2A. A corrected version of the figure
is shown here and the figure has been replaced with the corrected version in the original published article in the online site
(https://www.ingentaconnect.com/contentone/cog/or/2019/00000027/00000002/art00007). All authors sincerely apolo-
gize for the error and all inconveniences caused.
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Colon cancer (CC) is the third most common cancer worldwide. Emodin is an anthraquinone-active sub-
stance that has the ability to affect tumor progression. Our study aims to explore the effects and the relevant
mechanism of emodin on the invasion and migration of CC in vitro and in vivo. In our study, we found that
emodin inhibited the invasion and migration abilities of RKO cells and decreased the expression of matrix
metalloproteinase-7 (MMP-7), MMP-9, and vascular endothelial growth factor (VEGF) in a dose-dependent
manner. Further research suggested that emodin inhibited EMT by increasing the mRNA level of E-cadherin
and decreasing the expression of N-cadherin, Snail, and B-catenin. Emodin also significantly inhibited the
activation of the Wnt/B-catenin signaling pathway by downregulating the expression of related downstream
target genes, including TCF4, cyclin D1, and c-Myc. A Wnt/B-catenin signaling pathway agonist abolished
the effect of emodin on EMT and cell mobility, suggesting that emodin exerted its regulating role through the
Whnt/B-catenin pathway. The CC xenograft model was established to study the antitumor efficiency of emodin
in vivo. The in vivo study further demonstrated that emodin (40 mg/kg) suppressed tumor growth by inhibit-
ing EMT via the Wnt/B-catenin signaling pathway in vivo. Taken together, we suggest that emodin inhibits the
invasion and migration of CC cells in vitro and in vivo by blocking EMT, which is related with the inhibition
of the Wnt/B-catenin signaling pathway.
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Figure 2. The inhibiting effect of emodin on invasion and migration of CC cells. RKO cells were divided into the control group and
the emodin-treated groups. Cells in the control group were treated with vehicle, while cells in the emodin-treated groups were treated
with different concentrations (5, 10, and 20 umol/L) of emodin for 24 h. (A, B) The effects of emodin at different concentrations on the
invasion of RKO cells were measured by Transwell invasion assay. (C) The effects of emodin at different concentrations on the migra-
tion of RKO cells as measured by wound healing assay. (D) The expression of MMP-7, MMP-9, and vascular endothelial growth factor
(VEGF) was evaluated by Western blot. (E-G) Quantifications of (D). Each group was set up with triplicates, and all the experiments
were repeated at least three times. GAPDH was used as an internal reference. *p < 0.05, **p < 0.01 versus the control group.



