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Erratum

MiR-181a-5p inhibits uveal
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In this article, we would like to clarify that the
image in Figure S4D was inadvertently mis-
used during figure preparation. Therefore, we
would like to publish this erratum to reflect this
change. This correction does not affect the sta-
tistical significance of the results or the conclu-
sions of the study. The corrected Figure S4 is
shown below.
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Figure S4. Regulation of Akt3 expression altered cell proliferation and apoptosis of OMM2.5 cells. (A) Western blot-
ting analysis of AKT3 protein levels in OMM2.5 cells with or without transfection of miR-181a-5p. The relative AKT3
protein levels are presented as a percentage of CTL. **P < 0.01 vs. miR-NC. (B) OMM2.5 cells were transfected
with siR-AKT3 or AKT3 overexpression plasmid for 48 h, and AKT3 protein levels were detected. The relative cell
proliferation (C) apoptosis (D) of siR-Akt3 transfected OMM2.5 cells are presented. **P < 0.01 vs. siR-NC. After
co-transfected with miR-181a and indicated overexpression plasmids, cell proliferation (E) and cell apoptosis (F) of
OMMZ2.5 cells were determined and relative values are presented. **P < 0.01 vs. miR-181a-5p+pcDNA3.1.
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