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This article has been corrected: The authors recently found that three images in Figures 4 and 5 contain 
duplications. The authors confirmed that they inadvertently used the same representative micrograph of 
autophagosomes from the ox-LDL+AsC+3-MA group in Figure 4A for the control group. In Figure 5D, the image of 
oil red O-stained ox-LDL-treated RAW264.7 cells is the same image used for the ox-LDL+AsC+3-MA group. In 
addition, the image from the ox-LDL+3-MA group in Figure 5D was a duplication of the ox-LDL group image in Figure 
2F. The authors provided original pictures for all groups and confirmed that other results were not compromised 
by these mistakes. They replaced the incorrect images with correct ones from the original experiments and stated 
that this correction has no impact on the experimental outcome or conclusions. The authors would like to apologize 
for any inconvenience caused. 
 
The corrected version of Figures 4 and 5 are provided below. 
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Figure 4. AsC induced macrophage autophagy. RAW264.7 cells were pretreated with 3-MA (5 mM) for 2 h, treated with AsC 
(20 μM) for 12 h, and then exposed to ox-LDL for another 24 h. (A) Representative photographs of autophagosomes (red arrows) 
examined using a JEOL JEM1230 electron microscope. (B) Statistical results of autophagosomes. (C) Summarized data showing the percentage 
of cells that were positive for CytoID fluorescence, as detected by flow cytometry analysis. (D) Representative photographs of LC3II staining. 
(E) Statistical results of LC3II-positive cells. (F) Representative photographs of ATG5, BECN1, P62, LC3 and β-actin expression in ox-LDL-treated 
macrophages, as evaluated by western blot analysis. (G) Statistical results of ATG5, BECN1, P62, LC3II/LC3I expression levels compared with 
those in the control group. (H) Representative photographs of BECN1, P62, LC3 and β-actin expression in aortic lysates. (I) Statistical results of 
BECN1, P62, LC3II/LC3I expression levels compared to those in the control group. The data are presented as the means ± SDs (n = 5). #P < 0.05, 
##P < 0.01 vs. the control group, *P < 0.05, **P < 0.01 vs. the model group; $P < 0.05 vs. the ox-LDL and AsC group. 
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Figure 5. Autophagy inhibition abolished AsC-mediated antiatherosclerotic effects and macrophage polarization. All mice were 
fed a HFD in the presence or absence of AsC (20 mg·kg−1·day−1, i.g.) for 4 weeks. In the in vitro assay, RAW264.7 cells were pretreated with  
3-MA (5 mM) for 2 h, treated with AsC (20 μM) for 12 h, and then exposed to ox-LDL for another 24 h. (A) Representative images of oil red O 
staining of the aortic root. (B) Quantification of the total plaque area. (C) Dual immunofluorescence staining forArg1 (red) and DAPI (blue) in 
lesions in the aortic root. (D) Representative images of oil red O staining of ox-LDL-treated RAW264.7 cells. (E) The percentage of plaque area 
relative to lumen area. (F) Quantification of relative fluorescence intensity. (G) Quantification of oil red O staining, as detected by a microplate 
reader. (H) Representative photographs of Arg1, Mrc1, Cd86 and BECN1 expression, as evaluated by western blot analysis. (I) Statistical results 
of Mrc1, Cd86 and Arg1 expression levels compared with those in the ox-LDL-treated group. The data are presented as the means ± SDs (n = 5). 
*P < 0.05, **P < 0.01 vs. the model group; $P < 0.05, $$P < 0.01 vs. the ox-LDL and AsC group. 
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