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Abstract: Benign prostatic hyperplasia (benign prostatic hyperplasia, BPH) is a common male disease
based on aging and normal functioning testis, but its pathogenesis has not been fully understood.
Epithelial-mesenchymal transition (EMT) is directly involved in the development of malignant tumors.
It involves the transformation of cells from epithelial cells to mesenchymal cells, accompanied by
changes in cell morphology, regulation of cell-cell interactions, and cell migration and invasion. In
recent years, studies have suggested that EMT is a key process in BPH, playing a crucial role in its
occurrence and development. It can affect physiological processes such as cell proliferation, survival, aging,
metabolism, and immunity, thereby influencing the growth and remodeling of prostatic tissue. Among
these, studies have found that signaling pathways regulating EMT, such as PI3K/AKT and TGF-8,
can have a significant impact on the occurrence and development of BPH. Therefore, in-depth research
into the mechanisms of EMT in BPH can help uncover new therapeutic targets and provide new insights
into the treatment of BPH. This review aims to delve into the crucial role of epithelial-mesenchymal
transition in the pathogenesis of benign prostatic hyperplasia. It places particular emphasis on the

cellular signaling pathways involved in EMT in benign prostatic hyperplasia, offering valuable insights
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and references for future research and treatment, thus paving the way for novel approaches to disease

prevention and management.

Keywords: Benign prostatic hyperplasia; Epithelial-mesenchymal transition; PI3K- Akt signaling pathway;

TGF-B-Smad signaling pathway; Hypoxia-inducible factor-la
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