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Dysregulation of mRNA alternative splicing guided by splicing kinases

in cancer cells: opportunities and challenges
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Abstract: Alternative splicing represents a vital step in pre-mRNA processing, which ensure precise gene
expression and diversification of human transcriptome. Disruptions to splicing regulatory network underlie a
host of human diseases and contribute to cancer development and progression. Splicing factors that control
alternative splicing are phosphorylated by multiple kinases (named splicing kinases), which mainly include
SR-protein kinases (SRPKs) and CDC2-like kinases (CLKs). Phosphorylation of splicing factors might alter
their subcellular localization and interactions with target transcripts and proteins, thus significantly
contributing to the final outcome of splicing reactions. In this review we aim to summarize the current

knowledge on the roles of splicing kinases in cancer, and discuss opportunities and challenges of developing
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novel therapeutic approaches targeting splicing kinases.
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