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New progress in the pathogenesis of immunity in endometriosis
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Abstract: Endometriosis (EMs, referred to as endometriosis) is a relatively common benign disease in gynecology, but its pathogen-
esis has not yet been fully elucidated. In recent years, due to the deepening of immunopathological research, a series of immune cells
and molecules related to EMs have been discovered.Although the exact immunological pathogenesis of EMT is still unclear, studies
have found that EMs is related to various immune active cells and molecules such as macrophages, NK cells, lymphocytes, neutro-
phils, platelets, and immune active molecules. Therefore, this article summarizes the pathogenesis of EMs in the above-mentioned im-
mune cells and active molecules in recent years, in order to provide new ideas for the immunological diagnosis and targeted therapy

of EMs.
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