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Abstract

Bladder cancer is a common malignant tumor of the urinary system. It is characterized by high re-

currence, high progression and high heterogeneity. How to solve these problems requires a better understanding

of bladder cancer due to molecular biology. A lot of studies have focused on epithelial-mesenchymal transition in recent

years. Therefore, this article reviewed the research progress of epithelial-mesenchymal transition of bladder cancer.
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