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[ Abstract] Alternative splicing( AS) is a post-transcriptional mechanism that generates diverse protein isoforms from a single gene. Its
main function is to remove introns and link exons to form mature messenger RNA( mRNA ). RNA binding protein( RBP) are a class of proteins
that regulate the metabolic process of RNA binding and are collectively referred to as proteins that bind to RNA. They are a key factor in
regulating AS. They affect the choice of splicing sites by recognizing specific sequence elements and binding to the precursor mRNA ( pre-
mRNA) . This leads to abnormal expression or dysfunction of some disease-related genes. RNA binding motif protein( RBM) are an important
class of RBP, and they play an important role in heart failure by regulating the AS pattern of cardiomyocytes.
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