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[Abstract] FOS-like antigen 1 (FOSL1) is a gene that can encode FOSLI protein in human body, also known as
FOS related antigen 1 (FRA1). It is a component of active protein—1 complex (AP—-1). The protein encoded by FOSLI is
regulated by a variety of signal pathways, affecting the proliferation, differentiation, invasion and metastasis of tumor
and other biological functions. It has been confirmed that FOSL1 is involved in the malignant progress of breast cancer,

colorectal cancer, glioma, cervical cancer and other malignant tumors. This article mainly reviews the regulation of FO-
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SL1 and its biological role in the proliferation and metastasis of various tumors.
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