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Hypoxia in the pathogenesis of endometriosis

Jing Li, Zong-feng Zhang
(Department of Gynecology, The Second Affiliated Hospital of Harbin Medical University,
Harbin, Heilongjiang 150001, China)

Abstract: Endometriosis is a common estrogen-dependent disease in women of childbearing age. Although
the cause is not clear, most scholars believe that implantation theory is a key part of its development. When the
endometrial tissue falls off the uterus retrograde to the peritoneal cavity and implants the ovaries or peritoneum, it
will face severe hypoxic stress. Under hypoxic stress conditions, these factors such as estrogen, epithelial-
mesenchymal transition, angiogenesis and metabolic conversion may be a key step in the development of
endometriosis. This article describes many key enzymes, signal transduction pathways, or related factors involved in
these steps. In addition, more and more evidences show that epigenetics may be related to the occurrence of
endometriosis, the complex regulatory network driven by hypoxia ensures that endometriotic cells can survive in
special peritoneal microenvironments, therefore, the target-mediated hypoxia-driven regulatory network may be a
new method for the treatment of endometriosis.

Keywords: endometriosis; hypoxia; epigenomics; pathogenesis
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VAR S5 A7 1] J5T 248 8 AP FH AR 3R 5 B 2 iy F
K48 7S i S Y 2 0 35 A% TE 8 N IE S 6 A R
S AL H PR .
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