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ASH American Society of Hypertension

NHBPEP | National High Blood Pressure Education Program
ACOG | American College of Obstetrics and Gynecology
GFR glomerular filtration rate

AST aspartate aminotransferase

LDH lactic acid dehydrogenase

BMI body mass index

TNF-a, Tumor necrosis factor-alpha

sFIt- soluble fms-like tyrosine kinase)

VEGF vascular endothelial growth factor

PIGF placental growth factor

CBC complete blood count

HELLP | Hemolysis, elevated liver enzymes, low platelets
APTT Activated partial tromboplastin time

PT Protrombin time

PDF Product dimer fibrin

sEng Soluble endoglin

PF preeclampsia

NP Normal pregnancy

MAP Mean arterial blood pressure

BUN Blood Urea Nitrogen

TNF-a, Tumor necrosis factor alpha

ELISA | Enzyme-Linked-Immunosorbent-Assay

LPS lipopolysaccharide

ROS reactive oxygen species

PE preeclampsia

NP normal pregnancy
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Metabolic and Dietary Factors o
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Endothelial dysfunction and preeclampsia
Authors Markers of Endothelial Dysfunction
Di Paol etal, Placental expression of endothelin-) (ET-Y),
AR nitric oxide synthase (NOS), and tissue factor
Hung et al, TNF-a , MRNA, E-Selectin
ARERIT?Y
Wang et al, Relative mMRNA and protein expression for
AKREIEY endothelial NOS
Beckmann et al, TNF-a _ concentrations in blood culture
Yoot
[°°]

NO indicates nitric oxide; TF, tissue factor; mRNA, messenger
ribonucleic acid.
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diastolic blood pressure(mm Hg)

figure(6):relationship between TNF-a and diastolic
blood pressure in preeclampsia
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figure(7):relationship between TNF-a and proteinuria
in preeclampsia
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BMI (Kg/m2)

fiugure(8):relationship between TNF-a and BMI
in preeclampsia
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figure(10):relationship between TNF-a and Uric acid in
preeclampsia
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Abstract

Background: Preeclampsia is a major cause of mortality and morbidity
and is also a leading cause of preterm birth and intrauterine growth
retardation.

Cytokines and Uric acid are major contributors in pathogenesis of
preeclampsia.

Objectives: To detect serum levels of TNF-a and Uric acid in pregnant
women with and without preeclampsia in the third trimester of pregnancy
Material and Methods:fifty patient with preeclampsia and fourty normal
pregnant women were enrolled in the study. Blood samples were taken
and serum levels of TNF-a were measured by enzyme-linked
immunosorbent assay (ELISA).and Uric acid by Enzymatic colorimetric
method.

Results: Preeclamptic women had significantly increased levels of
circulating TNF-a (p<+,++Y) and Uric acid(p<+,*))

There was no significant changes in serum TNF-o with respect to

age, parity and mean arterial pressure in both normal and pre-eclamptic
pregnancies.

There was significant correlation of TNF-a with diastolic BP and uric
acid

No significant correlation was found between systolic blood pressure
proteinuria,BMI and serum TNF-a concentration in preeclampsia
Conclusions: These findings suggest that preeclampsia is associated with
increased TNF-a and Uric acid

The positive and significant correlation of TNF-a with diastolic BP and
uric acid levels makes this cytokine a potential marker of the severity of
the preeclamptic syndrome

Keywords: Preeclampsia, Cytokines, ELISA, TNF-a
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