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Forkhead box M1 (FoxM1), is a transcription factor closely related to cell proliferation, the main regulator of tumor development, cell
cycle, invasion and metastasis in many cancers. In recent years, much research attention has been drawn to FoxMI, and the
understanding of the regulation and function of FoxM1 is gradually increasing. Researchers have explored small molecular inhibitors
of FoxM1 as a new type of drug for cancer treatment. This work reviews the relevant literature and systematically expounds on the
basic structure and function of FoxM1 and its role in different tumors to provide a reference for diagnosing the nature of tumors,
evaluating their malignancy of tumor, and selecting new therapeutic targets.
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