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Abstract

Aims of the study:
First-To determine the relative frequency of alteration in some of the haematological
parameters in patients with preeclampsia (PE).

Second-To identify the association between different clinical and
haematological parameters in preeclampsia.

Third-To determine the relative frequency of alteration in some of the
biochemical parameters in patients with preeclampsia.

Patients and Methods:

Sixty patients with preeclampsia .were included in this prospective study attending
Mosul teaching obstetric hospitals. Their mean age was 29 years ranging between 18-
45 years.The mean gestational age was 34.13 weeks ranging between 21-40 weeks,

during a period of six months (January-June 2002).

This study include clinical evaluation, comlete blood cell count with platelet
count, erethrocyte sedemintation rate. Coagulation profile including prothrombine
time, activated partial thromboplastine time, plasma fibrinogen level, D-dimer
reaction, bleeding time were done. Liver function tests and renal function tests, serum

uric acid and proteinuria were done .

Diagnostic criteria for preeclampsia were hypertension, proteinuria, pregnancy
beyond 20" week of gestation, negative history of renal problem, negative history of
hypertension before 20" week of gestation and before pregnancy and negative history

of blood transfusion for at least one year.



Results:

A large proportion of the studied patients (67%) was from Mosul. Preeclampsia
Is more frequent in multigravida (63.4%) than in primigravida (36.6%).The studied
patients had nearly equal percentage of severe (53%) and mild (47% )variety.
Patients with history of preeclampsia had (82%) of severe cases while patients
without this history had (42%) of severe cases .There has been an association
between severity, haemostatic abnormalities, high blood pressure and history of

preeclampsia.

The main clinical presenting features were headache (73.3 %) dizziness and
headache (11.6%), oedema (6.6 %) .

Anaemia (depending on PCV) was encountered in (15%), thrombocytopenia in
(5%), bleeding time was normal in (70%), borderline in (28.4%), and prolonged in

(1.6%). Erythrocyte sedimentation rate values were related to fibrinogen levels.

Preeclampsia is an augmentation of the hypercoagulable state of normal
pregnancy Haemostatic parameters abnormality was more evident in mild
preeclampsia , lower systolic and diastolic blood pressures, anaemia, lower packed
cell volume and 1+ proteinuriam, packed cell volume and activated partial

thromboplastin time had a positive correlation (R=0.5).

The most common haemostatic abnormalities in descending order were:
shortened activated partial thromboplastin time (60%), positive D-dimer reaction
(51.6 %), hypofibrinogenaemia (35%), borderline bleeding time (28.4 %), shortened
prothrombin time (10%), thrombocytopenia (5%) and prolonged bleeding time
(1.6%). Different haemostatic parameters have pointed to thrombotic phase of

chronic disseminated intravascular coagulation.



Liver function tests were normal in the majority of the studied patients.A
syndrome of haemolysis (H), elevated liver enzyme (EL) and low platelet (LP) which
is called HELLP syndrome had an incidence of (3.3%). Renal impairment was

found in over (50 %) of the studied patients.

Conclusions:

1. In the present study, severe preeclampsia was found in (53 %) and mild
preeclampsia was found in (47%). Preeclampsia is more common in
multigravida (63.4 %) than in primigravida (36.6 %).

2. Anaemia is not a common feature in preeclampsia (15%). Lower mean
erythrocyte sedemintation rate value was found in hypofibrinogenic group
(35%) (37.6 mm/h) than normal fibrinogen group (65%) (49.9 mm/h).

3. The most common haemostatic abnormalities in descending order were;
shortened activated partial thromboplastine time (60%), positive D-dimer
reaction (51.6 %), hypofibrinogenaemia (35%), borderline prolonged bleeding
time (28.4 %), shortened prothrombine time (10%), thrombocytopenia (5%)
and prolonged bleeding time (1.6%).

4. Preeclampsia is an augmentation of the hypercoagulable (prothrombotic)
state accompanying normal pregnancy inducing a state of chronic disseminated
intravascular coagulopathy. Mild preeclampsia shows more haemostatic
changes compatible to hypercoagulable state than severe preeclampsia.

5. Renal impairment was encountered in over 50% of our studied patients.
S.urea and s.uric acid had a close positive correlation. Severe preeclampsia had
higher mean s.uric acid compared to mild preeclampsia. Liver impairment was

not commonly encountered (10%). HELLP syndrome incidence was (3.3%).



Recommendations:

1. The availability of well equipped laboratory supplied with recent highly
sensitive methods which quantitate so called molecular markers, make our
diagnosis with greater certainty and enable us to detect disseminated
intravascular coagulopathy at earlier stage.

2. Coagulation profile tests are recommended to be a routine investigation in
preeclampsia for proper detection of coagulopathy

3. Liver function tests are recommended to be a routine investigation in
preeclampsia to detect HELLP syndrome, after detection of thrombocytopenia.

4. Createnine clearance is essential for accurate renal function assessment.
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1.1 Introduction:

Preeclampsia is a condition specific to pregnancy. It arises after the 20" week of
gestation and is characterized by hypertension and proteinuria. Oedema may also be
present (WHO 1996).

Preeclampsia occurs in approximately 7% of all pregnant women . The condition is
induced by pregnancy and resolves after childbirth. Preeclampsia may be so mild that it
does not require any medical intervention or so severe as to be life threatening (Bonnar
1998, Anonymous 2002 a) to the mother and fetus.

Preeclampsia is a syndrome (a group of symptoms or signs) which can be recognized
but not diagnosed be cause there is no specific diagnostic test. The presentation is vary
variable and although hypertension and proteinuria are the two signs most easily
detected , they are not central to the pathogenesis of the disorder. Other features that may
aid recognition are: pregnancy induced hypertension, proteinuria, generalized oedema,
hyperuricaemia, increased hae4matocrit, thrombocytopenia, reduced antithrombin IlI,
abnormal liver function tests, hypocalciuria, raised cellular fibronectin and von
Willebraned factor, abnormal uterine artery waveforms, fetal growth retardation,
abnormal fetal Doppler waveforms, fetal hypoxaemia. No single feature is consistently
present, 20% of women with eclampsia are normotensive and 30% have no premonitory
proteinuria (Edmonds 1999).

Preeclampsia accounts for around 16% of maternal deaths in the united kingdom.(UK)
Mortality from hypertensive disorder is much higher in the developing countries
reaching rates of 70-120 per 100 000 maternities . Of maternal deaths in the UK 40 %
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