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[ Abstract] Placental maternal vascular perfusion defect (MVM) is a series of pathological manifesta-
tions involving placental parenchyma and placental maternal vascular abnormalities,representing recognizable
injury patterns reflecting placental maternal vascular abnormalities. Preeclampsia (PE) is a common pregnan-
cy complication that occurs after 20 weeks of pregnancy,characterized by hypertension and/or proteinuria. It is
one of the important causes of morbidity and mortality in pregnant women and perinatal infants. MVM is the
manifestation of maternal vascular abnormalities on placental tissue,while PE is a clinical manifestation of ma-
ternal vascular abnormalities. Through a review of relevant literature and based on the consensus of Amster-
dam Placenta Symposium Group, this article starts from the common pathological mechanism of MVM and
PE,and reviews the significance and future research directions of placental pathological examination for PE pa-
tients.
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