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[Abstract] Objective To analyze the characteristics of lipid metabolism in pregnant women with hypertensive
disorders. Methods A total of 60 cases of healthy pregnant women in the gestational age of 37-41 weeks (healthy
pregnancy group),90 cases of pregnant women hypertensive disordersChypertensive disorders group) and 60 healthy
unpregnant women(unpregnant group) were enrolled,and compared for blood levels of triglyceride( TG) , total cho-
lesterol(TC) , high density lipoprotein-cholesterol(HDL-C) ,low density lipoprotein-cholesterol(LDL-C) , apolipopro-
tein-A(Apo-A) ,apolipoprotein-B(Apo-B) and lipoprotein a(L.pa). The 90 cases of pregnant women with hypertensive
disorders were divided into three groups,including gestational hypertension group(30 cases) ,mild preeclampsia group
(30 cases) ,severe preeclampsia group(30 cases) ,and levels of blood lipids were compared between each group to i-
(1) Levels of TC.TG.,HDL-
C, LDL-C, Apo-A and Apo-B were statistically different among healthy pregnancy group, hypertensive disorders

dentify the relationship between lipids and hypertensive disorders in pregnancy. Results

group and unpregnant group(P<C0. 05), while Lpa levels were not statistically different(P>>0. 05). (2) Levels of
TG,LDL-C and Apo-B were significantly different among gestational hypertension group, mild preeclampsia group
and severe preeclampsia group(P<C0. 05) , while levels of TC, HDL-C, Apo-A and Lpa were not significantly different
(P>>0.05). Conclusion Hypertensive disorders in pregnancy might be correlated with pregnancy-related dyslipi-
demia. The onset risk of hypertensive disorders in pregnancy could be increased with the elevation of the severity of
dyslipidemia. Enhancing lipid monitoring, early intervention of dyslipidemia could ensure maternal and child health.
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