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Correlation between genetic polymorphism and preeclampsia”
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Abstract Hypertensive disorder complicating pregnancy (HDCP) includes hypertension during pregnancy, mild
preeclampsia, severe preeclampsia, and eclampsia. Preeclampsia and eclampsia are the major causes of maternal
and perinatal deaths worldwide. Numerous studies have shown that preeclampsia is a polygenic hereditary disease,
which is related to some genetic polymorphisms. Recent studies have shown that mutations in related genes such as
the coagulation system, vasomotor, and vascular endothelial damage can lead to abnormal gene expression, cause

abnormalities in the quantity or function of expression products, and eventually lead to the occurrence of preeclampsia.
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