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Abstract : Endometriosis(EMs) is an endometriotic disease, which refers to endometrial appearing in other tissue or
organ outside the uterus, related to various factors such as retrograde menstruation , heredity , surgery, and so on. The clinical
manifestations of EMs are dysmenorrhea, irregular menstruation, and even infertility. Although EMs is a benign disease, it
has malignant tumor characteristics and can cause malignant transformation. The programmed cell death 4( PDCD4) gene is
a novel tumor suppressor gene,the function loss of which is closely related to the occurrence and development of endometrial
lesions. Autophagy may be involved in the pathological process of EMs, which can promote intimal cell death,and PDCD4 is
involved in the regulation of autophagy,so PDCD4 can affect EMs by regulating autophagy. An in-depth study of the relation-
ship between PDCD4 and EMs may provide a new approach to the treatment of EMs.
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