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Following publication of the original article [1], the
authors identified an error in Fig. 8. The correct figure is
given below.

The original article can be found online at https://doi.org/10.1186/513578-
020-00526-9.
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Fig. 8 Mechanism chart. Inhibition of Mettl14 expression can inhibit Mettl14-mediated m6A modification by regulating the transformation process

from pri-miR-375 to mature pri-miR-375, thus promoting the expression of RASD1, inhibiting the apoptosis of spinal cord neurons and promoting
the repair of spinal cord injury
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