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A study on preeclampsia prediction using combined detection of serum sEng and
sFIt-1 in women during their second trimester pregnancy
Zhao Xiaoyun ,Shang Shouliang , Huang Mei
(Department o f Clinical Laboratory ,Binhai Hospital of Traditional Chinese Medicine ,Yancheng ,Jiangsu 224500 ,China)
Abstract : Objective  To explore the preeclampsia prediction using combined detection of serum soluble endoglin(sEng) and sol-
uble fms-like tyrosine kinase receptor 1(sFlt-1) in women during their second trimester pregnancy. Methods Twenty-nine 25 to 28
weeks pregnant women with preeclampsia were selected and served as preeclampsia group while 42 pregnant women with normal
pregnancy outcomes in the same period as control group. Enzyme-linked immunosorbent assay (ELISA) kit was adopted to detect
serum sEng and sFlt-1 levels,and the correlation analysis between the detection results and preeclampsia occurrence was conducted.
Results Serum sEng and sFlt-1 levels of pregnant women in preeclampsia group were (10. 4=+ 1. 5)ng/mL and (1 020.34115. 1)
ng/L,respectively, which were higher than those in control group[ (2. 320. 6) ng/mL and (289. 4142, 3)ng/L, respectively] with
statistically significant difference( P<C0. 01). The sensitivity and specificity of combined detection of sEng and sFlt-1 were 95. 7%

and 90. 9% , respectively. Conclusion Combined detection of serum sEng and sFlt-1 can effectively predict the preeclampsia occur-

rence.
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