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Following the publication of this article, the authors realized
that the published version of Fig. 4A contained an erroneous
label; essentially, the information purported to relate to
experiments having been performed with docetaxel should not
have been included in this figure.

The correctly labelled version of Fig. 4 is shown with the
remainder of Fig. 4 on the next page. This change does not
affect the data shown in the paper, and the text in the published
article did accurately describe the information shown in this
figure. The authors sincerely apologize for the error that was
introduced during the preparation of this figure, and thank the
Editor for allowing them the opportunity to publish a
Corrigendum. Furthermore, they regret any inconvenience
caused.

This work is licensed under a Creative Commons
B Attribution 4.0 International (CC BY 4.0) License.
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Figure 4. HORMADI promotes Doc resistance by not enhancing autophagy. (A and B) Western blot analysis of autophagy markers in MDA-MB-436 and
MDA-MB-468 cells. P62 and LC3A were decreased and Beclin 1 was increased in the HORMADI-knockdown group. (C and D) P62 expression was signifi-
cantly increased in response to HORMADI overexpression in MDA-MB-231 cells. (E) Doc-induced apoptosis for 24 h in MDA-MB-231 cells overexpressing
HORMADI was higher than that in the control group. (F and G) The addition of 3MA significantly inhibited the expression of Beclin 1, while the addition of
Doc significantly increased the expression of Beclin 1. (H) Apoptotic rates induced by Doc for 24 h in MDA-MB-436 cells treated with 3MA were higher than
those in the control group. (I) The viability of MDA-MB-436 cells treated with 3MA was lower than that of cells in the control group following exposure to
Doc for 24 h. (J) Cell viability of MDA-MB-436 treated with si-HORMADI was not altered by treatment with Doc for 24 h, with or without 3SMA. GAPDH
was used as an internal reference protein. "P<0.05, “P<0.01 and "*"P<0.001. HORMADI, HORMA domain-containing protein 1; Doc, docetaxel; 3MA,
3-methyl-adenine; si-NC, small interfering RNA-negative control; sitHORMADI, siRNA-HORMADI; ns, no significance; oe, overexpression.



