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Abstract: Objective To investigate the expression of endocrine gland-derived vascular endothelial growth
factor (EG-VEGF) , prokinetic protein 1 (PROK1),and prokinetic protein 2 (PROK2) in serum and placenta
of patients with preeclampsia (PE) and their clinical significance. Methods One hundred patients with PE ad-
mitted to the hospital from January 2019 to January 2022 were selected as the study group.and were divided
into mild group and severe group according to the severity of the disease,with 50 cases in each group. At the
same time,50 healthy pregnant women who underwent cesarean section during the same period were selected
as the control group. Clinical characteristics [ gamma-glutamyl transferase (GGT), lactate dehydrogenase
(LDH) ,uric acid (UA) ,systolic blood pressure,diastolic blood pressure, platelet count,neonatal weight, spiral
artery wall thickness,spiral artery lumen area, malondialdehyde (MDA) ,superoxide dismutase (SOD) , gluta-
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mate aminotransferase (ALT) ,aspartate aminotransferase (AST) ,and urea nitrogen (BUN) | were compared
between the two groups. The levels of EG-VEGF,PROKR1 and PROKR2 mRNA in serum and placental tis-
sues were measured in different groups and patients with different severity of disease,respectively. The posi-
tive expression rates of EG-VEGF,PROKRI and PROKR2 in placental tissues of both groups were detected
by immunohistochemical method,and the correlation between serum indicators and clinical characteristics and
severity of disease in the study group was analyzed, as well as the levels of serum indicators in pregnant
women with different neonatal outcomes. Receiver operating characteristic (ROC) curve was used to analyze
the diagnostic value of serum indexes for PE. Results Compared with the control group,systolic blood pres-
sure,diastolic blood pressure, platelet count, spiral artery wall thickness, GGT, LDH,UA, ALT, AST and
MDA levels were increased in the study group,neonatal weight,spiral artery lumen area were decreased, BUN
and SOD levels were decreased, the differences were statistically significant (P <C0. 05). Compared with the
control group, mRNA levels of EG-VEGF,PROKRI and PROKR2 in serum and placental tissues of the study
group were decreased (P<C0. 05),and their levels were positively correlated with neonatal body weight, spiral
artery lumen area, BUN and SOD. It was negatively correlated with systolic blood pressure, diastolic blood
pressure,spiral artery wall thickness, GGT,LDH,ALT, MDA and disease severity (P <C0. 05). The positive
expression rates of EG-VEGF,PROKRI1,and PROKR2 in the study group were lower those than in the con-
trol group (P<C0. 05). The levels of EG-VEGF,PROKR1 and PROKR2 in serum of pregnant women with ad-
verse neonatal outcomes in the study group were lower than those in the control group (P<C0. 05). The area
under the curve of EG-VEGF,PROKRI1 and PROKR2 combined diagnosis of PE was greater than that of sin-
gle diagnosis (P <C0. 05). Conclusion EG-VEGF,PROKRI and PROKR2 are low in serum and placenta of PE pa-
tients,and were correlated with clinical features,severity of disease and adverse neonatal outcomes. Combined detection
of EG-VEGF,PROKRI and PROKR2 levels could improve the diagnostic efficiency of PE.
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1 EG-VEGF,PROKR1,PROKR2 mRNA /K¢
R A IR B 2 2L IS AR AR, B Trizol 5 (35 H
Invitrogen 28 &) 43 2 BUZH 21 & RNA, X  miR-
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4 41t EG-VEGF, PROKRI1, PROKR2 mRNA 7k
o (3) AT IV 45 48 AR 5 I IR R AE AH G M K L
PE Wi i .

1.5 Giifsphb B SR A SPSS24. 0 it f7 483t 4>
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I X R4
i RAFAE ] P
(n=100) (n=50)
Y47 K (mmHg) 143. 0242, 07 114.184+1.56  86.893 <C0.001
EFik HE (mmHg) 97.0341.17 73.4841.08 119.165 <<0.001
MR (<107 /L) 208.16419.38  180.34410.13  9.511 <C0.001
b LA (ke 2.464+0.12 3.6540.20  45.425 <C0.001
W E BN kA e
132.54410.18  96.274+7.09  22.585 <<0.001

JELE (pem)
T Bl I s
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GGT(U/L) 31.16+5. 38 13.2742.42 22,380 <<0.001
LDH(U/L) 288.25--40.08  201.74432.46 13.239 <C0.001
UA(mol/L) 406, 3735, 42 280.62+25.34 22,386 <<0.001
ALTU/L) 21.36+5.12 10.1442.38  14.703 <<0.001
AST(U/L) 25. 854, 61 18.454+3.15  10.213 <C0.001
BUN(mmol/L) 4.19+1.16 4.87+1.23  3.317  0.001
MDA (nmol/mL.) 15.32+3.16 6.1841.14  19.790 <<0.001
SOD(U/L) 71.03211. 67 94.8518.62  9.584 <C0.001
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BN}
2H 5 n
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x5 EBERSRRSERECFERENEXGE
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TiH

r P r P r P
W & —0.525 <C0.05 —0.501 <<0.05 —0.463 <<0.05
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BUN 0.362 <<0.05 0.408 <<0.05 0.426 <<0.05
MDA —0.329 <<0.05 —0.367 <<0.05 —0.452 <<0.05
SOD 0.402 <<0.05 0.431 <<0.05 0.468 <20.05
St AR —0.715 <0.05 —0.702 <<0.05 —0.658 <<0.05
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R Hi5
o O
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EG-VEGF 0.727 0.649~0. 797 0.91 61.00 80.00 <<0.001

PROKRI1 0.716 0.637~0, 787 0.99 87.00 50.00 <<0.001
PROKR2 0.759  0.682~0.825 0.97 76.00 70.00 <<0.001
=HEWE 0.934 0.882~0.968 — 89.00 84.00 <0.001
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TG I o T 00 AN L R RE BNV, 1 RS PN R A
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7 33 5 B A A0F 9 4 SR ML i — 2 A W R B EG-
VEGF 5 SOD 2 IEA X, M5 MDA 2 fAHE, X4
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