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INTRODUCTION 

Preeclampsia (PE) is a syndrome that embraces a wide 

spectrum of symptomatology. It's one of the leading causes of 

maternal morbidity and mortality. In recognition of the 

syndromic nature of PE, the American College of Obstetrics 

and Gynecology (ACOG) updated the definition of PE to be the 

presence of Maternal blood pressure ≥140/90 on two occasions 

at least 4 hours apart in a woman with a previously measured 

normal blood pressure, and proteinuria. Other signs and 

symptoms may also be present according to severity like 

thrombocytopenia <100,000 /µL, renal insufficiency, impaired 

liver function, pulmonary oedema or even cerebral or visual 

symptoms. In some cases PE can be asymptomatic and 

discovered upon a routine screening (ACOG, 2013). 

Preeclampsia causes remain unknown, and delivery 

remains the only definitive treatment. It is increasingly 

recognized that many pathophysiological processes contribute 

to this syndrome, with different signaling pathways converging 

at the point of systemic endothelial dysfunction, hypertension, 

and proteinuria (Iasmina et al., 2014). 

Adrenomedullin (AM) is a potent vasodilator peptide, but 

known to exert a variety of effects within the cardiovascular 

system. AM expression is widely distributed throughout the 

cardiovascular system and has been identified in the heart, 
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lungs, blood vessels and kidneys. In addition, the co-

localization of AM and its receptor components suggest AM 

acts as an autocrine and/or paracrine factor to play a key role in 

the regulation of cardiovascular function (Nishikimi et al., 

2013). 

The possible role of vasoactive peptide Adrenomedullin 

(AM) is considered in the etiology of PE, where AM is 

indicated to be a protective factor decreasing blood pressure. 

Higher AM plasma concentration in women with PE suggests 

possible correlation between AM level and pathological 

changes in cardiovascular system during pregnancy (Boć-

Zalewska et al., 2011). It causes hypotension when given 

peripherally. This peptide essentially dilates the blood vessels 

improving blood flow in the visceral organs (Takahashi et al., 

2011). 
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AIM OF THE WORK 

The aim of the present study is to assess serum 

Adrenomedullin (AM) in a group of pregnant females with 

preeclampsia (PE) to evaluate its clinical utility in diagnosis 

and assessment of severity of the disease.  
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Review of Literature 

I-PREECLAMPSIA 

A) Definition: 

Preeclampsia (PE) is defined as Maternal blood pressure 

≥140/90 on two separate readings at least 4 h apart after 20 

weeks of gestation, in a woman with a previously normal blood 

pressure, or maternal blood pressure ≥160/110, and one of the 

following: 

1) Proteinuria: based on one of the following: 

i- Greater than or equal to 300 mg per 24-h urine collection 

(or this amount extrapolated from a timed collection). 

ii- Protein/creatinine ratio ≥0.3. 

iii- Dipstick reading of 1 + (used only if other quantitative 

methods are not available). 

2) Thrombocytopenia: platelet count <100 000/µL; 

3) Renal insufficiency: serum creatinine concentrations >1.1 

mg/dL or a doubling of the serum creatinine. 

4) Impaired liver function: elevated blood concentrations of 

liver transaminases to twice the normal concentrations. 

5) Pulmonary oedema. 

6) Cerebral or visual symptoms. 

(ACOG, 2013) 
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Review of Literature 

B) Epidemiology: 

PE is around 3–5% of pregnancies in developed countries 

and up to 7.5% of all pregnancies around the globe (Abalos et 

al., 2013). In developing countries, PE is responsible for 12-18 

% of pregnancy-associated maternal demise. It affects 4.4% of 

all deliveries because of illiteracy, lack of health awareness and 

education, poverty, and false beliefs that avert women from 

seeking medical care during pregnancy (Sablah, 2011) 

D- Classification of Preeclampsia: 

 There are many subtypes of PE. Various classifications 

are used: 

1-Severity (Mild or Severe Preeclampsia): 

Mild PE, which may show no symptoms as many cases 

are discovered through routine prenatal screening. However, 

physical examination show elevated blood pressure with two 

readings of systolic blood pressure ≥ 140 mmHg and/or 

diastolic blood pressure ≥ 90 mmHg, separated by 4 hour 

period, there is no sign or symptoms of fetal or maternal 

complication (Mann et al., 2011). 

While, severe PE is commonly diagnosed by the presence 

of one or more of the signs and symptoms listed in (Table-1) 

(Ciantar and Walker, 2011).  


