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Erratum

Erratum: Figure Correction 
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There was an error in the Fig. 4F. A corrected version of Fig. 4F is attached.
We apologize for any inconvenience that this may have caused.
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Fig. 4. MondoA knockdown inhibited the myogenic differentiation of C2C12 myoblasts. (A) Microphotograph of C2C12 myo-
blasts, transfected with small interfering RNA (siRNA) against MondoA (siMondoA) or negative control (NC), at 6-day postdif-
ferentiation. Scale bar=100 μm. (B) Immunostaining for myosin heavy chain (MyHC; red) and 4´,6-diamidino-2-phenylindole 
(DAPI) straining (blue) in C2C12 cells transfected with siMondoA or NC at 6-day postdifferentiation. The cells climbed to the 
carry sheet glass, were fixed with 4% paraformaldehyde, and were then stained with MyHC antibody (1:200). Scale bar=50 μm. 
(C) Fusion index of myotubes based on the ratio of the number of nuclei in MyHC-positive cells to the total number of nuclei 
(DAPI, blue), in at least five random microscopic fields. (D) Quantitative real-time polymerase chain reaction analysis of Mon-
doA, MyHC, myogenin (MyoG), and insulin growth factor 2 (IGF2) at 6-day postdifferentiation in C2C12 cells transfected with 
siMondoA or NC. (E) Western blotting analysis of MondoA, MyHC, and MyoG at 0, 2, and 6-day postdifferentiation in C2C12 
cells transfected with siMondoA or NC. (F) Western blotting analysis of key molecules in the phosphoinositide 3-kinase (PI3K)/
Akt pathway at 0, 2, and 6-day postdifferentiation in C2C12 cells transfected with siMondoA or NC. (G) Proliferation was ana-
lyzed by microphotograph after transfection of cells with siMondoA and siRNA against phosphatase and tensin homolog (siP-
TEN) for 48 hours. –: siRNA against control. +: siPTEN. (H) Histogram showing the numbers of cells transfected with siMondoA 
and siPTEN for 48 hours. (I) Western blotting analysis of key molecules in the PTEN/PI3K/Akt pathway in C2C12 myoblasts 
transfected with siMondoA and siPTEN. GM, growth medium; DM, differentiation medium; GAPDH, glyceraldehyde-3-phos-
phate dehydrogenase. aP<0.05, bP<0.01, cP<0.001.
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