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Pathophysiological roles of interleukin-1p in preeclampsia

ZHAO Hong-xi', YAO Yuan-ging' , LI Dong-hong' , HUANG Liang', LI Yi', XIE Li*, JIANG Feng', HOU Xiu-hong' ( ' De-
partment of Obstetrics and Gynecology, Tangdu Hospital, Xi'an 710038, * Cell Engineering Research Center, College of Medicine, Fourth Military
Medical University, Xi’an 710032, China)

Abstract: Objective
the influence of hypoxi.;t in [L-1§ expression and [L-1{3-induced expression of VCAM-1 in human umbilical vein endo-
thelial cells ( ECs). Methods
(219 ) or in hypoxia (2% ) followed by determining IL-13 in the culture medium by ELISA. Vascular cell adhesion

To explore whether 1L-103 plays a role in the pathogenesis of preeclampsia by studying
Normal human term placental villi eight cases was cultured either in normoxia

molecular-1 (VCAM-1) was detected by flow cytometry after 11.-13 stimulation to ECs for 5 h. H?SUItS The concen-
trations of [L-1f3 in the medium of culture in hypoxia were significantly higher than those in normoxia (P < 0.01).
The recombinant I1-153 induced the endothelial cells to express VCAM-1 in vitro . Conclusion  Placental hypoxia
may be an important factor that causes preeclamptic placenta 1o produce IL-18 and the recombinant IL-153 can cause
the endothelial dysfunction, which may contribute to the pathophysiology of preeclampsia.
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Fig 1 VCAM-1 expression before and after IL-1B stimulation
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