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[ Abstract |

mRNA | nuclear translocation and monitoring of mRNA . The spliced mRNA can combine with Exon-Junction complex

The biosynthesis of eukaryotic mRNA includes post-translational modification of nuclear precursor

(EJC) ,and EJCs are involved in coordinating the downstream steps of some mRNA biosynthesis. One of the EJC's core
protein, RBM8a, along with other core key factors are involved in nonsense- mediated mRNA degradation and enhance

the translation process. In addition, RBM8a also takes part in other cellular process. RBM8a gene mutation or abnormal

/3(7

expression can lead to physiological abnormalities and lesions.
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