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Correction to: Scientific Reports https:// doi. org/ 10. 1038/ s41598- 021- 83022-5, published online 09 February 2021

This Article contains an error in Figure 3F, where the x-axis labels ‘CM’ and ‘FB’ were reversed.

Furthermore, the legend of Figure 3,

“ERK is activated through CXCR7 in cardiomyocytes. (a) β-Arrestin recruitment assay of CXCR7 showing that 
CXCL12 and TC14012 induce coupling of CXCR7 with β-arrestin in a dose-dependent manner  (EC50: 14.8 
nM and 47.4 nM, respectively). Replicate samples are derived from independent HEK293 cells (n = 3). Data 
are shown as the mean ± SEM. (b) Immunoblot analysis of phosphorylated ERK (pERK) and total ERK (tERK) 
in HEK293 cells transfected with a CXCR7 expression plasmid at various time points after stimulation with 
CXCL12 (100 nM). (c) Quantitative data of the results shown in (b). n = 4. Data are shown as the mean ± SEM. 
Significance was calculated by ANOVA followed by the Bonferroni procedure; ***P < 0.001. Note that ERK was 
activated upon stimulation with CXCL12, and activity peaked at 5 min. (d) Immunoblot analysis of pERK/tERK 
in HEK293 cells transfected with various amounts of a CXCR7 expression plasmid with CXCL12 (100 nM) or 
vehicle (veh). Note that ERK was activated in a CXCR7 expression plasmid-dose-dependent manner under stable 
CXCL12 stimulation. (e) Quantitative data of the results shown in (d). n = 3. Data are shown as the mean ± SEM. 
Significance was calculated by one-way analysis of variance (ANOVA) followed by the Bonferroni procedure; 
*P < 0.05, **P < 0.01, ***P < 0.001. (f) Cxcr7 mRNA expression in cardiomyocytes and fibroblasts from primary 
culture of neonatal rat hearts. Data are shown as the mean ± SEM. Significance was calculated by an unpaired 
t-test. **P < 0.01. (g) Immunoblot analysis of pERK and tERK in primary culture of NRCMs at various time points 
upon stimulation with the CXCR7-specific agonist, TC14012. (h) Quantitative data of the results shown in (e). 
n = 3. Data are shown as the mean ± SEM. Significance was calculated by ANOVA followed by the Bonferroni 
procedure; **P < 0.01, ***P < 0.001.”

should read:

“ERK is activated through CXCR7 in cardiomyocytes. (a) β-Arrestin recruitment assay of CXCR7 showing that 
CXCL12 and TC14012 induce coupling of CXCR7 with β-arrestin in a dose-dependent manner  (EC50: 14.8 
nM and 47.4 nM, respectively). Replicate samples are derived from independent HEK293 cells (n = 3). Data 
are shown as the mean ± SEM. (b) Immunoblot analysis of phosphorylated ERK (pERK) and total ERK (tERK) 
in HEK293 cells transfected with a CXCR7 expression plasmid at various time points after stimulation with 
CXCL12 (100 nM). (c) Quantitative data of the results shown in (b). n = 4. Data are shown as the mean ± SEM. 
Significance was calculated by ANOVA followed by the Bonferroni procedure; ***P < 0.001. Note that ERK was 
activated upon stimulation with CXCL12, and activity peaked at 5 min. (d) Immunoblot analysis of pERK/tERK 
in HEK293 cells transfected with various amounts of a CXCR7 expression plasmid with CXCL12 (100 nM) or 
vehicle (veh). Note that ERK was activated in a CXCR7 expression plasmid-dose-dependent manner under stable 
CXCL12 stimulation. (e) Quantitative data of the results shown in (d). n = 3. Data are shown as the mean ± SEM. 
Significance was calculated by one-way analysis of variance (ANOVA) followed by the Bonferroni procedure; 
*P < 0.05, **P < 0.01, ***P < 0.001. (f) Cxcr7 mRNA expression in cardiomyocytes and fibroblasts from primary 
culture of neonatal rat hearts. Data are shown as the mean ± SEM. Significance was calculated by an unpaired 
t-test. **P < 0.01. (g) Immunoblot analysis of pERK and tERK in primary culture of NRCMs at various time points 
upon stimulation with the CXCR7-specific agonist, TC14012. (h) Quantitative data of the results shown in (g). 
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n = 3. Data are shown as the mean ± SEM. Significance was calculated by ANOVA followed by the Bonferroni 
procedure; **P < 0.01, ***P < 0.001.”

The correct Figure 3 and accompanying legend appear below as Figure 1.

Figure 1.  ERK is activated through CXCR7 in cardiomyocytes. (a) β-Arrestin recruitment assay of CXCR7 
showing that CXCL12 and TC14012 induce coupling of CXCR7 with β-arrestin in a dose-dependent manner 
 (EC50: 14.8 nM and 47.4 nM, respectively). Replicate samples are derived from independent HEK293 cells 
(n = 3). Data are shown as the mean ± SEM. (b) Immunoblot analysis of phosphorylated ERK (pERK) and 
total ERK (tERK) in HEK293 cells transfected with a CXCR7 expression plasmid at various time points after 
stimulation with CXCL12 (100 nM). (c) Quantitative data of the results shown in (b). n = 4. Data are shown as 
the mean ± SEM. Significance was calculated by ANOVA followed by the Bonferroni procedure; ***P < 0.001. 
Note that ERK was activated upon stimulation with CXCL12, and activity peaked at 5 min. (d) Immunoblot 
analysis of pERK/tERK in HEK293 cells transfected with various amounts of a CXCR7 expression plasmid 
with CXCL12 (100 nM) or vehicle (veh). Note that ERK was activated in a CXCR7 expression plasmid-dose-
dependent manner under stable CXCL12 stimulation. (e) Quantitative data of the results shown in (d). n = 3. 
Data are shown as the mean ± SEM. Significance was calculated by one-way analysis of variance (ANOVA) 
followed by the Bonferroni procedure; *P < 0.05, **P < 0.01, ***P < 0.001. (f) Cxcr7 mRNA expression in 
cardiomyocytes and fibroblasts from primary culture of neonatal rat hearts. Data are shown as the mean ± SEM. 
Significance was calculated by an unpaired t-test. **P < 0.01. (g) Immunoblot analysis of pERK and tERK in 
primary culture of NRCMs at various time points upon stimulation with the CXCR7-specific agonist, TC14012. 
(h) Quantitative data of the results shown in (g). n = 3. Data are shown as the mean ± SEM. Significance was 
calculated by ANOVA followed by the Bonferroni procedure; **P < 0.01, ***P < 0.001.
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Open Access  This article is licensed under a Creative Commons Attribution 4.0 International 
License, which permits use, sharing, adaptation, distribution and reproduction in any medium or 

format, as long as you give appropriate credit to the original author(s) and the source, provide a link to the 
Creative Commons licence, and indicate if changes were made. The images or other third party material in this 
article are included in the article’s Creative Commons licence, unless indicated otherwise in a credit line to the 
material. If material is not included in the article’s Creative Commons licence and your intended use is not 
permitted by statutory regulation or exceeds the permitted use, you will need to obtain permission directly from 
the copyright holder. To view a copy of this licence, visit http:// creat iveco mmons. org/ licen ses/ by/4. 0/.
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