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Abstract: Objective To investigate the level changes of HtrA serine peptidase 4 (HtrA4) and vascular
endothelial cadherin (VE-cadherin) in preeclampsia (PE). Methods The clinical data of PE pregnant women
(divided into early PE group and late PE group according to gestational age) and healthy pregnant women in
late pregnancy were analyzed. The levels of HtrA4 and VE-cadherin in maternal blood and placenta were de-
tected by enzyme-linked immunosorbent assay (ELISA). The mRNA and protein expression levels of HtrA4
and VE-cadherin in placenta were determined by real-time fluorescent quantitative PCR (qPCR) and Western
blot. Results The results of ELISA showed that the level of HtrA4 in PE pregnant women was higher than
that in healthy pregnant women in late pregnancy,the level of HtrA4 in late PE group was lower than that in
early PE group, the level of VE-cadherin in PE pregnant women was lower than that in healthy pregnant
women in late pregnancy,and the level of VE-cadherin in late PE group was higher than that in early PE group
(all P<C0.05). The results of gPCR and Western blot showed that the mRNA and protein expression levels of
HtrA4 and VE-cadherin in PE pregnant women were lower than those in healthy pregnant women (P <<
0.05). The mRNA and protein expression levels of HtrA4 in early PE group were lower than those in late PE
group,and the mRNA and protein expression levels of VE-cadherin in early PE group were higher than those
in late PE group (P<C0. 05). Conclusion HtrA4 and VE-cadherin are involved in the occurrence and development
of PE. The expression of VE cadherin may be related to the invasion and differentiation of PE trophoblast.
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