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Table 2: Laboratory analysis
Specifications
AST (IU/L)
ALT (IU/L)
Uric acid (µmol/L)

Creatinine (µmol/L)
LDH (IU/L)

Wbc (×1.000/mm3)
Platelet (K/mL)
Hgb (g/dL)

sEng (ng/mL)

sFlt1 (ng/mL)
Pgf (pg/mL)

Study Group
(n:29)

Control Groupol
(n:25)

35.29 (±37.41)

16.65 (±4.66)

0.026

P

31.50 (±48.65)

14.75 (±10.41)
6.85 (±1.90)

0.008

0.61 (±0.11)

0.57 (±0.05)

181.74 (±35.51)

0.078

0.003

223095.24 (±44180.20)

10075.71 (±2404.28)

223464.29 (±79228.45)

0.904

0.606

5.08 (±0.89)

12.10 (±1.31)

10.83 (±1.22)

0.664

<0.001

822.40 (±183.93)

<0.001

8.79 (±3.88)

252.96 (±99.80)

10241.43 (±3179.45)
12.33 (±1.15)

757.64 (±67.67)
99.49 (±21.70)

1325.84 (±186.55)

0.275

<0.001

The results are presented as mean ± SD. *Mann-Withney U test,**Student T test.
AST: aspartate aminotransferase, ALT: alanine aminotransferase, LDH: lactate dehydrogenase, WBC: white blood cell, Hgb: haemoglobin,
Pgf: placental growth factor, sFlt-1: soluble fms-like Tyrosine kinase 1, sEng: soluble Endoglin.

Discussion
Preeclampsia is a systemic disease that begins
after the 20th week of pregnancy and progresses with
hypertension and proteinuria. Since preeclampsia,
which is seen about %7 of the pregnancy population, cannot be controlled, it causes complications
such as eclampsia and HELLP syndrome which
might cause maternal deaths. For his reason, early
diagnosis parameters are being worked on in order
to recognize the picture in advance.
Both maternal and fetal/placental factors play a
role in the pathophisiology of preeclampsia. Especially, some intrinsic factors come into play as reactive
to insufficient placental vascular development resulting from insufficient placentation, and hypertension
occurs in the mother to provide placental perfusion,
while fetal groth retardation may ocur due to insufficient placental perfusion in the fetüs despite this high
blood pressure 4. A placental disease, preeclampsia
progresses in 2 stages: (1) abnormal placentation
early in the first trimester followed by (2) a “maternal
syndrome in the later second and third trimesters
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characterized by an excess of antiangiogenic factors.
A number of theories have been put forward for the
placental dysfunction observed in stage 1, including
oxidative stress, abnormal natural killer cells (NKs)
at the maternal-fetal interface, and genetic and environmental factors, but none has conclusive evidence.
However, substantial evidence strongly supports the
idea that the diseased placenta causes the release of
soluble toxic factors into the maternal circulation,
leading to inflammation, endothelial dysfunction,
and maternal systemic disease5,6.
As mentioned above, angiogenic factors VEGF
and Pgf and anti-angiogenic factors sFlt-1 and sEng
should work in harmony. It is asusumed that maternal Pgf and VEGF levels decrease, while maternal
sFlt-1 and sEng levels increase before preeclampsia
clinical picture emerges7. The aim of our study is to
investigate whether these angiogenic factors can have
a place in early diagnosis in cases with late-onset
preeclampsia. In our study, Pgf among angiogenic
factors was found to be low in accordence with literature, while anti-angiogenic factors sFlt-1 and sEng
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