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Expression of miR-574 in placental tissue of preeclampsia and its significance in the pathogenesis of preeclampsia
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Abstract: Objective To investigate the expression of microRNA-574 (miR-574) in placental tissue of pregnant women with
preeclampsia (PE) and its significance in the pathogenesis of preeclampsia. Methods The placental tissue samples of 35 PE pregnant

women (the PE group) and 20 normal pregnant women (the normal group) admitted to the Department of Obstetrics in Chengde Maternal
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and Child Health Care Hospital from March 2021 to June 2023 were collected, and the expression of miR-574 in the different placental
tissues was detected by qRT-PCR. The trophoblast cells HTR8/Svneo were cultured in vitro and divided into the overexpression group,
inhibition group and control group, which were transfected with miR-574 mimics, miR-574 inhibitor and miR-NC, respectively. The cell
proliferation ability of each group was detected by CCK-8 assay; The cell apoptosis rate of each group was detected by flow cytometry; The
cell invasion ability of each group was detected by transwell chamber experiment; The expression of EMT related proteins of cells in each
group was detected by western blot. Results Compared with the normal group, the miR-574 expression of placental tissue in the PE group
was significantly increased (P<0.05) ,and the expression of miR-574 in pregnant women with severe PE was significantly higher than that in
pregnant women with mild PE (P<0.05). Compared with the control group, the expression of miR-574 of cells increased (P<0.05) ,the cell
proliferation ability decreased (P<0.05) ,the cell apoptosis rate increased (P<0.035) ,the number of invasive cells reduced (P<0.05) , the
expression of E-cadherin protein increased (P<0.05) ,and the expression of MMP9 and N-cadherin proteins decreased in the overexpression
group (P<0.05). Compared with the control group, the expression of miR-574 of cells decreased (P<0.05) , the cell proliferation ability
increased (P<0.05) , the cell apoptosis rate reduced (P<0.05) , the number of invasive cells increased (P<0.05) , the expression of
E-cadherin protein decreased (P<0.05) ,and the expression of MMP9 and N-cadherin proteins increased in the inhibition group (P<0. 05).

Conclusion The expression of miR-574 in the placental tissue of PE patients is increased, and it can participate in the pathogenesis of PE

by influencing proliferation, apoptosis, invasion and EMT of trophoblast cell.

Keywords: miRNA-574; preeclampsia; cell biological function; epithelial mesenchymal transition
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RNA, H{ 2 pg & RNA, i FH PrimeSeript™ RT Master
Mix ¥ 5% 5% & i eDNA . B2 WL cDNA 7E R 54 , il
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M58 R IR dR 23 97 24 h R B /NVE AR %
BNE R RGN, 4% 2 5 W R[5 E 40 M
5 min, £ SR YL 6% BT T REHLELS A~ w A5 A0
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