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Introduction
Hypertensive disorders are the most common medical 

disorders in pregnancy. They rank second in maternal death 
annually [1]. Incidence of preeclampsia is the same (5-
10%) throughout the world indicating that the disorder is 
independent of environmental and ethnic influences. However 
fetal and maternal morbidity including progressing to eclampsia 
varies from country to country directly correlating to quality 
and accessibility of antenatal care. In developing countries, 
preeclampsia/eclampsia is responsible for 50000 deaths 
annually [2].

Early recognition, diagnosis remains the main step in 
management. But early diagnosis is difficult due to great 
variability in clinical presentation. Typical presentation of 
elevated blood pressure, proteinuria and generalized edema 
are uncommon. Edema is neither considered necessary nor 
sufficient for diagnosis, and if present cannot be ignored also. 
Hypertension of 140/90 mmHg remains the cut-off but cannot 
be considered entirely benign as 40% of them may progress to 
proteinuric preeclampsia. 

Although 300mg/24 urine is considered important for 
proteinuria, nonproteinuric preeclampsia is not benign and 
may not represent a separate entity from preeclampsia [3]. In 
an analysis of all cases of eclampsia in UK in 1992, it was noted 
that in 38% cases seizure occurred without prior documentation 
of either hypertension or proteinuria, hence concluding that 
hypertension and proteinuria are neither essential nor important 
for diagnosis of preeclampsia. The clinical presentation of  
preeclampsia is extremely vague; the only presenting element is 
the patient’s statement that she doesn’t feel well.

 
Definition
Table 1

Atypical preeclampsia

Gestational hypertension + 1 of the

following items:

Symptoms of preeclampsia

1.Hemolysis

2.Thrombocytopenia (_ 100,000/mm3)

3.Elevated liver enzymes (2 times the

upper limit of the normal value for

aspartate aminotransferase or alanine

aminotransferase)

Gestational proteinuria +1 of the

following items:

1.Symptoms of preeclampsia

2.Hemolysis

3.Thrombocytopenia

4.Elevated liver enzymes

Early signs and symptoms of

preeclampsia-eclampsia at <20 weeks

Late postpartum preeclampsia-eclampsia >48h of delivery

Atypical preeclampsia is defined as any clinical presentation 
of preeclampsia < 20 weeks of gestation and > 48 h after delivery. 
Also, in variability as described in Table 1. When this clinical 
presentation is described, capillary leak syndrome should also 
be known. Capillary syndrome is ascites, pulmonary edema, 
proteinuria associated with multiorgan dysfunction. Therefore, 
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patients of capillary leak syndrome should be evaluated for liver 
enzymes and platelets also [4-9].

Women with proteinuria and normal blood pressure: women 
with normal blood pressure and proteinuria of 3+ especially 
persistent after 8 weeks after delivery needs detailed evaluation. 
They need evaluation to rule out lupus nephritis and sometimes 
even renal biopsy. Moreover, women with proteinuria and 
cardiorespiratory symptoms need evaluation such as cardiac 
failure or peripartum cardiopathy. The challenge of severe 
atypical preeclampsia: As early as 1992, in United Kingdom the 
analysis of all cases of eclampsia concluded that “hypertension 
is neither the only nor necessarily the most important signs of 
preeclampsia” [10,11]. 

In the absence of the classical presentation, preeclampsia 
may imitate many non-obstetric disorders and may be seen 
by subspecialists. Reports of the disease misdiagnosed as 
viral hepatitis, cholangitis, lupus erythematosus, upper 
gastrointestinal ulceration, idiopathic thrombocytopenia, 
neurologic disorders. Etc [12].

Goodlin described “preeclampsia as a good imitator”

Intracranial complications of preeclampsia
Hypertensive encephalopathy is an over perfusion syndrome 

leading to cerebral infarction and bleeding. It is also known as 
PRES: posterior Encephalopathy syndrome. This may cause 
permanent white matter loss. Dural sinus thrombosis, cerebral 
vasculitis or benign postpartum angiopathy, characterized by 
segmental narrowing of cerebral arteries (chain of beads), 
a finding is usually absent in eclampsia [13]. Call-Fleming 
syndrome is a clinical syndrome characterized by reversible 
multifocal brain ischemia due to multilocular segmental 
narrowing of large and medium sized cerebral arteries. They 
present as generalized headache, seizures, cortical blindness, 
visual field defects, confusion, aphasia, hemiparesis or ataxia 
[14].

Atypical preeclampsia in epidemiologic and clinical 
context

Maternal morbidity and mortality in preeclampsia are 
influenced by occurrence, severity, type and number of seizures. 
Seizures may lead to neurological damage, leading to severe 
maternal hypoxia, trauma and aspiration pneumonia. Permanent 
white matter loss is also documented in women without clinical 
neurologic deficits. A significant proportion of women don’t 
demonstrate signs of preeclampsia before eclampsia and this 
condition is called unheralded eclampsia. 

Summary

Pathophysiology
• Abnormal placentation leads to placental insufficiency and 
fetal growth restriction

• Increased inflammatory activity gives rise to widespread 
damage to the vascular endothelium

• This is compounded by a heightening of the immunological 
state through circulating leucocytes, similar to sepsis

• This inflammatory response is probably caused by 
‘placental debris’ leading to systemic inflammation and 
vascular dysfunction

Prevention
• Low-dose aspirin is a cost-effective tool in the prevention of 

pre‑eclampsia and should be recommended for use in moderate 
to high risk women in early pregnancy.

Proteinuria
• Estimations of levels of proteinuria in women with 
pre‑eclampsia do not correlate with maternal and fetal 
outcomes

• Once proteinuria has been diagnosed there is no benefit in 
repeating the test

Pre-eclamptic toxemia screen

• Platelet count, transaminases and serum creatinine are 
good predictors of disease progression in women who 
already have pre‑eclampsia

• Rising uric acid does not add any additional information to 
these tests

Treatment

• Labetalol is now considered the first-line antihypertensive 
agent

• Patients with pre‑eclampsia should be admitted to hospital, 
have regular blood pressure readings (at least four times 
a day), testing for proteinuria and monitoring of blood 
parameters, namely kidney function, electrolytes, full blood 
count, transaminases and bilirubin

Umbilical artery Doppler velocimetry
• In high-risk pregnancies, including those complicated by 
hypertensive disease, the use of umbilical artery Doppler 
velocimetry reduces perinatal morbidity and mortality.

• It helps in deciding timing of delivery, especially when end-
diastolic flow is absent.

Timing of delivery

• There is no evidence of any benefit in prolonging pregnancy 
beyond 34 weeks in severe pre‑eclampsia

Magnesium sulfate

• Magnesium sulfate is the anticonvulsant of choice in the 
treatment of eclampsia.
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• It also prevents eclampsia and should also be considered in 
women with severe pre‑eclampsia who are in a critical care 
setting if birth is planned within 24 h.

Fluid balance
• Volume expansion should not be used in women with 
severe pre‑eclampsia.

Hemolysis, elevated liver enzymes & low platelets syndrome

• Corticosteroids have no beneficial effect on the clinical 
outcome of patients with hemolysis, elevated liver enzymes 
and low platelets syndrome.

Postnatal management
• Women who developed severe pre‑eclampsia requiring 

delivery before 34 weeks have a 25% risk of the condition 
recurring in the next pregnancy.

Conclusion
I.	 Use of antihypertensives, relevant investigations and 

treatment has improved the outcome of pre-eclamptic patients.

II.	 Blood markers that increase the risk of development of 
the disease are already present in the first trimester.

III.	 The use of aspirin, in conjunction with the use of the first 
trimester blood markers, will help reduce the number of women 
requiring close monitoring, hospitalization and development of 
the more severe forms of the disease.
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