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The role of ESRP1 in the development and progression of breast cancer
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(C:UHEe) B Breast cancer is the leading malignant tumor among females, with systemic metastasis at advanced stages

markedly reducing the survival time of patients, posing a significant challenge in current clinical treatment. Alternative
splicing (AS) plays a crucial role in the metastatic process of breast cancer, and tumor metastasis exhibits distinct
epithelial-mesenchymal transition (EMT) hybrid states. Epithelial splicing regulatory protein 1 (ESRP1) serves as an
epithelial-specific splicing regulator,and gene-specific alternative splicing events are prevalent in tumors, often leading to
progression such as proliferation and metastasis. Historically, ESRP1 was considered to function as a tumor suppressor.
However,its dual role in cancer has recently gained widespread recognition. In breast and ovarian cancer, ESRP1 has been
found to promote cancer progression. ESRP1 is generally thought to be downregulated during EMT by regulating the
alternative splicing of target genes. Nevertheless,recent studies have indicated that in breast cancer, ESRP1 is not directly
associated with altered EMT phenotypes; the induction of EMT in breast cancer by ESRP1 knockdown may require
appropriate background conditions. Moreover, recent research has highlighted the important role of ESRP1 in breast
cancer metabolic pathways. This review aims to summarize the research progress regarding the impact of ESRP1 on the
malignant progression of breast cancer,providing a reference for improving clinical treatment strategies for breast cancer.
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