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Introduction

Preeclampsia (PE) is a multisystem disease, unique to
human pregnancy affecting 3% to 5% of pregnancies and is
a major cause of perinatal and maternal morbidity (Mark et
al., 2004). Although the pathogenesis of preeclampsia
remains unclear, the syndrome is characterized by impaired
trophoblastic invasion of the spiral artery at 16-20 weeks of
pregnancy resulting in the release of factors from the
placenta that activates the maternal vascular endothelium
(Hogg et al., 2000 and Mark et al., 2004).

There is a strong evidence for the involvement of the
endothelium in preeclampsia. The endothelium synthesizes
a number of potent vasoactive factors that can influence the
tone of the underlying vascular smooth muscle. Nitric
oxide, prostacyclin, endothelin, angiotensin  and
thromboxane A2 are some of these factors (Var et al.,
2003).

Homoysteine is a sulfur containing amino acid that
results from the demethylation of methionine (Aubard et
al., 2000). The abnormalities within the methionine-
homocysteine pathway have been implicated in the

development of placental diseases and defects within the



placental vascular bed were associated with placental
infarction, abruption and E.P.H. Gestosis (Ray and Lasain,
1999).

The association between homocysteine and vascular
disease is well established. In vitro studies suggest that it is
related to endothelial dysfunction, smooth muscle
proliferation and abnormalities of coagulation. Plasma
homocysteine concentration is generally lower in pregnant
woman than in nonpregnant individuals, probably as a
result of hormonal changes associated with pregnancy.
(Cotter et al., 2001). The concentration of plasma
homocysteine is influenced by several factors, these include
genetically determined metabolic enzyme alterations,
nutritional status, underlying diseases and medications age
and pregnancy. Of these, however, pregnancy is the only
factor that specifically decreases the concentration of
plasma  homocysteine  (Cotter et al.,, 2001).
Hyperhomocysteinemia has been identified as a risk factor
for preeclampsia, placental abruption, intrauterine growth
restriction and spontaneous miscarriage (Kamedhamas et
al., 2004).

Hyperhomocysteinaemia is a likely a risk factor for

E.P.H. Gestosis as a result of increased sensitivity of the
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vasculature to hyperhomocysteinaemic insults during
pregnancy (Powers et al., 1998).

It is possible that elevated homocysteine concentration
injures the vascular endothelium and thereby contributing
to the pathogenesis of E.P.H. Gestosis (Rajkovic et al.,
1997).

Maternal plasma homocysteine concentration was found
to be significantly elevated in women with pre-eclampsia
compared to normotensive women during pregnancy
particularly in severe preeclampsia (Napolitano et al.,
2004). In addition women with hyperhomocysteinemia in
the first trimester have a significantly higher incidence of
developing severe pre-eclampsia than those with normal
levels (Vollset et al., 2000).



Aim of the work

The aim of the present study is to compare the
plasma homocysteine level in normo-tensive pregnant
females and non pregnant females with chronic
hypertension with patients suffering of mild, severe pre-
eclampsia and eclampsia. This may through light upon
the role of plasma homocysteine in the pathogenesis and

severity of this disease.



Patients and Methods

The present study will be carried out at Ain shams
university maternity Hospital in the period from February
to August 2007. It will include 75 pregnant women
matched for age, parity and gestational age, and 25 non
pregnant females with chronic hypertension. These patients
will be subdivided into 3 groups:

Group (1): Includes 40 patients with pre-eclampsia.
20 cases with mild pre-eclampsia (group | a)
and 20 cases with severe pre-eclampsia (group
| b).

Group (2): Includes 10 women with Eclampsia.

Group (3) (control group): Includes 50 patients:

25 cases with normotensive pregnant females and

25 non pregnant females with chronic hypertension

matched for age. This group will serve as a control

group.

Inclusion criteria of mild pre-eclampsia s
hypertension, systolic blood pressure 140 mmHg or
diastolic blood pressure 90 mmHg with proteinuria +1/+2
on dipstick. The criteria of severe pre-eclampsia is
hypertension, systolic blood pressure > 160mmHg or
diastolic blood pressure > 110 mmHg with proteinuria > 3
+ on dipstick, Epigastric pain, headache, blurring of vision,



oliguria, HELLP syndrome and sever 1.U.G.R (ACOG,
2002).
Eclampsia is said to occur when convulsion or coma

develop in patients who has symptoms and signs of pre-
eclampsia.
Exclusion criteria for the cases include:
1- Multi —gravida and age < 20 & > 40.
2- Patients with renal disease or chronic hypertension.
3- Patients with D.M.

4- Any patients suffer from any disease or conditions
known to affect homocysteine such as cardiovascular
disease, chronic disease, multiple pregnancies or
treatment with antifolate drugs will be excluded.
After giving informed consent, for each patient
included in this study the following will be done:

1- Detailed medical history for each group will be
obtained.

2- Complete general examination.

3- Obstetric and ultrasonographic examination will
be performed including Doppler velocimetric
assessment of the fetus.

4- Blood and biochemical tests including CBC, liver

function and kidney function tests
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Sampling:

A venous blood sample is separated from the
patient and put in EDTA- coated vacutainer and
stored in ice before centrifugation. Centrifugation is
done at 1500 rpm for 15 min, separated plasma are
kept at — 70 °c till used.

Assay Method:

Concentrations level of Homocysteine will be
measured with enzyme — linked immunoassay (ELISA).
Results:

The result will be tabulated, statistically analyzed,
sensitivity, specifity, accuracy of Homocysteine will be
determined is this study and discussed on light of pervious

studies.
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