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Subsequently to the publication of the above paper, the authors 
have reviewed its content and the primary data, and have 
realized that the western blots selected to show the β‑actin 
experiments featured in Fig. 4a and Fig. 3c were the same 
blot, albeit with a different exposure time. The control blots 
correctly presented for Fig. 3c were inadvertently copied into 
Fig. 4A owing to an error made during the figure compilation 
process.

The revised version of Fig. 4, containing the correct β‑actin 
blots for Fig. 4a, is shown below. note that this error did not 
significantly affect  the  results or  the conclusions  reported  in 
this paper, and all the authors agree to this corrigendum. The 
authors thank the editor of Molecular Medicine Reports for 
allowing them the opportunity to publish this corrigendum, 
and apologize to the readership for any inconvenience caused. 

Figure 4. Met treatment increases phosphorylation of aMPK and decreases phosphorylation of mTor. (a) Phosphorylation of aMPK was upregulated and 
phosphorylation of mTOR was downregulated in a dose-dependent manner. (B and C) Band intensities were quantified using Image Lab 5.0 software and 
were normalized to β‑actin (**P<0.01, compared with the control). aMPK, aMP‑activated protein kinase; mTor, mammalian target of rapamycin; paMPK, 
phosphorylated aMP‑activated protein kinase; pmTor, phosphorylated mammalian target of rapamycin; Met, metformin.
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