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[ Abstract] Premature ovarian insufficiency (POI) is a clinical syndrome characterized by menstrual disorders with high gonadotropin
and low estrogen levels. Its global incidence is increasing annually, and its etiology is complex. Clinically, it has been observed that pa-
tients with POI had high positive rates of lymphocytes , macrophages, cytokines, steroid—secreting cell antibodies, and ovarian antibod-
ies. Therefore,, immune factors may play a critical role in the pathogenesis of POI, which may be associated with autoimmune diseases.
This article reviews the studies on POI and immune factors.
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