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Molecular mechanisms of mammalian mRNA splicing regulation
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Abstract: Alternative splicing is a process by which multiple messenger RNAs (mRNAs) are generated from a
single pre—mRNA, resulting in functionally and structurally distinct protein products. Over the past decade,
accumulating evidence demonstrated that alternative splicing is amajor source of transcriptomic and proteomic
complexity and represents an important mechanism that regulates mammalian gene expression. Alternative
splicing is oftenregulated in tissue—and developmental stage—specific manner, or inresponse to extracellular
stimuli. Mis—regulation of alternative splicing causes a wide range of human diseases. This review describes the
molecular mechanisms that regulate mammalian alternative splicing.
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