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[Abstract] Transcription factor 1 (E2F1) is the most extensively studied member of the transcription factor E2F
family. It is mainly involved in the regulation of the cell cycle, cell proliferation, and differentiation. More-
over, the high expression of E2F1 is closely related to the occurrence and development of tumors, and the prognosis
of patients, playing a role in promoting cancer. Transcription factor 7 (E2F7) and transcription factor 8 (E2F8) are
the recently discovered members of the atypical E2F transcription factor family. The abnormal expression of
E2F7/8 has a certain correlation with the prognosis of tumor patients, exerting an anti-tumor effect. With the deepen-
ing of research on E2F1, E2F7, and E2F8 in tumors (such as liver cancer and lung cancer), their relationship with the
occurrence and development of cervical cancer is expected to provide a new theoretical reference for its diagnosis and
treatment. Therefore, this article reviews the related mechanisms of E2F1, E2F7, and E2F8 in cervical cancer, in the
hope of laying a foundation for future related studies.
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