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Abstract:Preeclampsia (PE) is a disease specific to women during pregnancy, and is the main reason for the increase in maternal mortality. Its
etiology and pathogenesis have not been fully elucidated.The currently recognized pathogenesis still adheres to the "two-stage™ theory, and there are
still controversies about the reasons for the ischemia and hypoxia of the placental trophoblast cells in early pregnancy and the law of action among
various active vascular substances in the theory.Especially the detailed expression profiles of hypoxia-inducible factor-1a (HIF-1a), endothelin-1
(ET-1) and inducible nitric oxide synthase (iNOS) in preeclampsia are not well understood.In view of the high-risk factors of preeclampsia, the
treatment measures are still early regular pregnancy and childbirth examinations, and try to remove the causes of the disease. Studying the
pathogenesis of the disease is helpful for early prevention and treatment.Therefore, this article now reviews the research progress of the etiology and
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pathogenesis of preeclampsia.
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