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Effects of serum of pregnancy-induced hypertension on umbilical vein endothelial cells
LI Lila ZHU Xi*guangzy YU Li*]l'l, YI P]'ngl( 'Department of Obstetrics and Gynecology, Inistitute of Surgerg Research Daping Hospitak
Chongqing 400042 *Division of Educational Affairs, Third Military Medical Universty, Chongging 400038, China)

Abstract: Objective To observe the changes in secretory functions of cultured umbilical vein endothelial cells
injured by serum fiom pregnancy induced hypertension (PTH). Methods Endothelial cells isolated from the umbili-
cal veins from moderate or severe PIH women (PIH group, n=10) and normal pregnant women (control group, n=
8) were incubated at 37 ‘Cin humidified air with 5% COa. Cell culture fluids were obtained at 3 and 4 d of primary
culture. Contents of nitric oxide (NO), malondialdehyde (MDA ), superoxide dismutase (SOD), lactate dehydroge-
nase (LDH ) in the cell culture fluids were measured. Results LDH activity and MDA wntents in the cell ailture
fluids in PTH group were significantly higher than those in the control gioup (P<<0.05). SOD activity and NO cont-
ents in the cell culture fluids in PIH group were significantly lower than those in the control goup (P<<0.05). Con-
clusion Injury occurs in the umbhilical vein endothelial cells from PIH.
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