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Abstract: Objective To investigate the expression and significance of endothelial cell protein C receptor (EPCR) in
placental tissue, plasma and fetal cord blood of pregnant women with fetal growth restriction (FGR). Methods A total of
60 pregnant women with FGR from Xuzhou Maternity and Child Health Hospital affiliated to Xuzhou Medical University
from April 2017 to October 2018 were enrolled. According to the gestational age at first diagnosis, they were divided into
early-onset group ( <32 weeks,30 cases) and late-onset group ( >32 weeks,30 cases) ;30 healthy pregnant women in the
same period were selected as the control group ( gestational age= 37 weeks) . The expression of EPCR protein in placental
tissue of three groups was detected by immunohistochemical SP method and Western blot. The expression of EPCR mRNA
in placental tissue was detected by reverse transcription polymerase chain reaction ( RT-PCR). The content of soluble
EPCR (sEPCR) in plasma and fetal cord blood was detected by ELISA. Results Immunohistochemistry showed that
EPCR protein was mainly expressed in the cell membrane, cytoplasm and part of the nucleus of placental
syncytiotrophoblasts and vascular endothelial cells, which were stained brown. Western blot showed that the relatine
expression of EPCR protein was statistically different among three groups (P < 0.01), and in early-onset group was
significantly lower than that in late-onset group and the control group (P < 0.01) respectively, there was no significant

difference between the late-onset group and the control group (P >0.05). RT-PCR showed that the expression of EPCR
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mRNA was statistically different among three groups( P <0.01) ,and in early-onset group was significantly lower than that

in late-onset group and the control group ( P <0. 01 ) respectively, but there was no statistical difference between the late-

onset group and the control group (P >0.05). ELISA showed that the expression levels of sEPCR in plasma and fetal cord

blood were significantly different between three groups (P <0.01) ,and in early-onset group was significantly higher than

that in late-onset group and the control group ( P <0. 01 ) respectively,there was no statistical difference between late-onset

groups and control group( P > 0.05). Conclusions

The decrease of EPCR in placenta and the increase of sEPCR in

maternal venous blood and fetal cord blood may be an important link in the pathogenesis of FGR.

Key words: Fetal growth restriction; Cell surface receptor; Endothelial cell protein C receptor; Placenta; Plasma;

Cord blood
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