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ABSTRACT: FOX family is a highly conserved transcription factor in structure, its function and molecular mechanism has gradually
become a hot topic in the field of immunology, genetics, medicine and oncology. FOX transcription factor family has 19 subfamilies.
FOXOs are important members of the FOX family, which contain FOXO1, FOX03a, FOX04 and FOXO6. These transcription factors
respectively express in different tissues and organs. FOXOs are closely related with cell development and metabolism, participating in
many cellular physiological processes such as oxidative stress, DNA repair, cell cycle regulation, cell apoptosis and autophagy. FOXOs
also play a key role in the development of cancer, osteoporosis, cardiovascular disease, nerve tissue degradation and many other age-re-
lated diseases. The study of their function and molecular regulation mechanism can provide new ideas for the prevention and treatment of
age-related diseases. In this review, we will discuss the recent advances in the researches of transcription factors FOXOs and their activity
regulation, cell oxidative stress, cell cycle and apoptosis.
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