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ECLAMPSIA

Introduction and Definition

Eclampsia represents the severe culmination of the hypertensive disorders of pregnancy,
specifically defined by the occurrence of generalized, tonic-clonic seizures in a patient with pre-
existing pre-eclampsia. This condition is exclusively tied to the pregnant state, or the immediate
postpartum period, typically within the first 48 hours following delivery, though cases have been
documented up to six weeks later. The foundational defining characteristic, as reiterated in clinical
guidelines, is the presence of convulsions that cannot be attributed to other underlying neurological
or metabolic conditions, such as epilepsy, cerebral hemorrhage, or drug toxicity. It remains a
critically serious obstetric emergency that poses substantial risks to both the mother and the fetus,
demanding immediate, aggressive medical intervention. While the incidence of eclampsia has
decreased in developed nations due to improved prenatal care and timely management of pre-
eclampsia, it still serves as a major contributor to maternal and perinatal morbidity and mortality
globally, particularly in resource-limited settings where monitoring and access to specialized care
are restricted. Understanding eclampsia requires first acknowledging its precursor, pre-eclampsia,
which involves new-onset hypertension and often proteinuria after 20 weeks of gestation, marking
a spectrum of disease severity that culminates in the seizure activity characteristic of eclampsia.

The transition from severe pre-eclampsia to full eclampsia is rapid and often unpredictable,
emphasizing the importance of vigilant monitoring of pregnant patients exhibiting signs of severe
features, such as severe headache, visual disturbances, or epigastric pain, which may herald
impending seizure activity. Historically, eclampsia has been recognized since antiquity, though its
modern management protocols are relatively recent developments. The condition is fundamentally
a systemic disorder, though the most devastating acute manifestation is neurological--the seizure
itself--which results from cerebral irritation, endothelial damage, and subsequent vasospasm and
edema. This complex interplay of vascular dysfunction and inflammation leads to widespread
organ damage, most critically affecting the brain, liver (leading to HELLP syndrome in some
cases), and kidneys. Given its exclusivity to pregnancy, the underlying pathophysiology is
intrinsically linked to the placental implantation and function, highlighting the placenta as the
central initiating organ in this hypertensive cascade. The immediate goal upon diagnosis is seizure
termination and prevention of recurrence, followed by definitive management, which almost
invariably involves delivery of the fetus and placenta, the only known cure for the underlying
disorder.

The classification of eclampsia is critical for standardized diagnosis and treatment, distinguishing it
clearly from other seizure etiologies in pregnancy. It is classified based on the timing of seizure
onset: antepartum (before labor), intrapartum (during labor), or postpartum. Antepartum eclampsia
is the most common presentation, accounting for approximately 50-75% of cases, underlining the
necessity of early detection and management of pre-eclampsia during routine antenatal visits.
Postpartum eclampsia, while less frequent, is often more challenging to anticipate because the
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patient may have been normotensive during the late stages of pregnancy, or the symptoms may be
misattributed to standard postpartum discomforts. Regardless of the timing, the fundamental
mechanism involves widespread endothelial damage resulting in volume shifts, increased vascular
permeability, and ultimately, cerebral hyperperfusion injury or ischemic changes secondary to
severe vasospasm. The urgency associated with an eclamptic seizure cannot be overstated, as
prolonged convulsions increase the risk of maternal aspiration, hypoxic injury, placental abruption,
and intracranial hemorrhage, demanding a coordinated, multidisciplinary response from obstetric,
anesthetic, and critical care teams.

Etiology and Pathophysiology

The precise etiology of eclampsia remains complex and multifactorial, but the prevailing theory
centers on abnormal placentation during the first trimester, leading to reduced placental perfusion
and subsequent release of vasoactive and anti-angiogenic factors into the maternal circulation.
Normally, cytotrophoblast cells invade the spiral arteries of the uterus, remodeling them into wide,
low-resistance vessels capable of supplying high blood flow to the developing placenta. In pre-
eclampsia and subsequent eclampsia, this remodeling fails or is incomplete, leaving the spiral
arteries narrow, highly resistant, and sensitive to maternal vasoactive agents. This chronic
placental ischemia triggers a state of oxidative stress and inflammation, causing the placenta to
release an array of factors, notably soluble fms-like tyrosine kinase 1 (sFlt-1) and soluble endoglin
(seng), which antagonize vascular endothelial growth factor (VEGF) and transforming growth
factor-beta (TGF-B), respectively. The imbalance between pro-angiogenic (VEGF) and anti-
angiogenic (sFlt-1) factors is believed to be the crucial step initiating generalized maternal
endothelial cell dysfunction, which is the hallmark of the disease process leading to systemic
hypertension and organ damage.

The vascular dysfunction induced by these anti-angiogenic factors leads to a loss of endothelial
integrity throughout the maternal body. This results in generalized vasoconstriction, capillary leak,
and a shift of fluid from the intravascular space into the extravascular space, contributing to edema
and hemoconcentration. Within the central nervous system (CNS), the mechanism leading to
eclamptic seizures is often attributed to cerebral edema and vasospasm, sometimes manifesting
as Posterior Reversible Encephalopathy Syndrome (PRES). Severe hypertension overwhelms the
autoregulatory capacity of the cerebral blood vessels, particularly in the posterior circulation. This
failure of autoregulation leads to forced hyperperfusion, causing endothelial damage and leakage
of plasma components into the brain parenchyma, resulting in vasogenic edema. Conversely,
profound vasoconstriction and edema can lead to localized areas of ischemia and microinfarction.
The location of these changes, often involving the occipital and parietal lobes, correlates with
common prodromal symptoms such as cortical blindness and severe, persistent headaches,
signaling imminent eclampsia.
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Furthermore, the systemic inflammatory response plays a significant role in exacerbating the
pathophysiological cascade. The release of pro-inflammatory cytokines, alongside the activation of
the coagulation system, contributes to the multi-organ involvement seen in severe disease. Platelet
activation and consumption lead to thrombocytopenia, and microangiopathic hemolysis contributes
to anemia, often culminating in the potentially life-threatening complication known as HELLP
syndrome (Hemolysis, Elevated Liver enzymes, Low Platelets). Hepatic involvement manifests as
hepatocellular necrosis, often concentrated peripherally, leading to elevated transaminases and,
clinically, severe epigastric or right upper quadrant pain. Renal dysfunction, characterized by
proteinuria and reduced glomerular filtration rate, results from glomerular endotheliosis--swelling of
the glomerular capillary endothelial cells--which is pathognomonic of pre-eclampsia. It is the
combination of severe systemic hypertension, endothelial damage, and the resultant cerebral
dysfunction and edema that precipitates the catastrophic seizure activity defining eclampsia,
underscoring the necessity of treating the underlying vascular disorder rather than merely
managing the convulsion itself.

Risk Factors and Epidemiology

Eclampsia is primarily a disease of the first pregnancy (nulliparity), although subsequent
pregnancies can be affected, particularly if there are new underlying medical complications.
Specific demographic and medical risk factors significantly increase a woman's susceptibility to
developing pre-eclampsia, and subsequently, eclampsia. Primary risk factors include a prior history
of pre-eclampsia or eclampsia in a previous pregnancy, which confers a recurrence risk that
mandates heightened prenatal surveillance. Other major pre-existing medical conditions strongly
correlated with increased risk are chronic hypertension, pre-gestational diabetes mellitus, renal
disease, and certain autoimmune disorders, particularly Systemic Lupus Erythematosus (SLE)
and Antiphospholipid Syndrome (APS). The presence of multiple risk factors often dictates the
intensity of monitoring and prophylactic intervention throughout the gestational period, sometimes
requiring initiation of low-dose aspirin therapy in high-risk groups starting early in the second
trimester to improve placental perfusion and reduce inflammation.

Epidemiologically, eclampsia shows significant variability based on geographical location and
access to high-quality healthcare. While the incidence in developed nations is relatively low,
estimated at 1 to 10 cases per 10,000 deliveries, the burden of disease is disproportionately high in
low- and middle-income countries, where the incidence can be 10 to 30 times higher. This disparity
is largely attributable to delayed or inadequate prenatal care, poor management of chronic
conditions, and limited resources for acute resuscitation and critical care management.
Furthermore, specific obstetric factors also increase risk, including multifetal gestations (twins,
triplets), which significantly increase placental mass and the subsequent release of anti-angiogenic
factors, and conditions involving abnormal placental development, such as molar pregnancy.
Maternal age also plays a role, with increased risk observed in very young mothers (adolescents)
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and those of advanced maternal age (over 35 or 40), suggesting a potential correlation with
underlying vascular health and immune response dynamics related to implantation.

Genetic predisposition is also an area of ongoing research, suggesting that certain inherited traits
may influence susceptibility to endothelial dysfunction and inflammatory responses during
pregnancy. While no single gene has been identified, familial clustering of eclampsia cases
suggests a genetic component, potentially involving genes regulating blood pressure, endothelial
function, or immune tolerance at the maternal-fetal interface. Moreover, socioeconomic status
indirectly influences risk; women facing nutritional deficiencies, poor access to healthcare, or high
levels of chronic stress may be more vulnerable. It is imperative that healthcare systems develop
robust screening tools that integrate these diverse risk factors--including medical history,
demographic data, and current clinical markers--to accurately identify patients who require
intensive surveillance. This proactive approach remains the most effective strategy for preventing
the progression from mild pre-eclampsia to the severe and life-threatening condition of eclampsia.

Clinical Presentation and Diagnosis

The diagnosis of eclampsia is primarily clinical, defined by the occurrence of a generalized, tonic-
clonic seizure in a pregnant or recently delivered woman with known or suspected pre-eclampsia.
The seizure typically begins with a brief period of fixation or facial twitching (the prodrome),
followed by the tonic phase (generalized muscle rigidity lasting 15-20 seconds), and subsequently
the clonic phase (rhythmic jerking of the limbs and trunk lasting 60 seconds or more). During the
seizure, the patient is unresponsive, may bite her tongue, and is at high risk of aspiration, trauma,
or hypoxia. Crucially, in many cases, the eclamptic seizure is preceded by prodromal symptoms
associated with severe cerebral irritation hours or days before the event, though seizures can
occur without any prior warning. These warning signs include severe, persistent headaches (often
frontal or occipital), visual disturbances such as scotomata (blind spots), blurred vision, or transient
cortical blindness, and hyperreflexia, which indicates heightened central nervous system
excitability.

Laboratory and diagnostic workup are essential not only to confirm the diagnosis but also to
assess the severity of associated organ damage and rule out alternative causes of seizure. Key
laboratory findings often reflect the systemic nature of the disease, including elevated liver
transaminases (AST, ALT), indicative of hepatic involvement, and decreased platelet count
(thrombocytopenia). Renal function assessment typically shows elevated serum creatinine and
marked proteinuria. The severity of hypertension is also a crucial diagnostic component; blood
pressure readings typically exceed 160/110 mm Hg, although seizures can occur at lower
pressures if the rise is rapid. Diagnostic imaging, usually a non-contrast computed tomography
(CT) scan or magnetic resonance imaging (MRI) of the brain, is indicated if the patient presents
with atypical features, such as focal neurological deficits, persistent coma, or status epilepticus, to

Encyclopedia of psychology encyclopedia.arabpsychology.com



https://encyclopedia.arabpsychology.com/?p=18763
https://encyclopedia.arabpsychology.com
https://encyclopedia.arabpsychology.com

ECLAMPSIA

exclude underlying conditions like cerebral hemorrhage, stroke, or thrombotic events. However,
imaging should not delay the initial stabilization and seizure management protocols.

The differential diagnosis is extensive and requires careful exclusion of other neurological
emergencies that can mimic eclampsia in pregnancy. These include primary seizure disorders
(epilepsy), cerebral venous thrombosis, hypertensive encephalopathy unrelated to pre-eclampsia,
drug toxicity, metabolic disturbances (e.g., severe hypoglycemia or electrolyte imbalance), and
intracranial mass lesions. A detailed history, focusing on seizure history prior to pregnancy and the
presence of typical pre-eclamptic signs (hypertension, proteinuria), is vital. The distinguishing
feature of eclampsia is the presence of the pre-eclamptic state, defined by new-onset hypertension
after 20 weeks gestation. If the patient has a history of epilepsy, the seizure is usually managed
differently, although eclampsia must still be excluded as a secondary cause. Accurate and timely
diagnosis ensures that the immediate focus is shifted to controlling the seizure with appropriate
anticonvulsant therapy and initiating steps toward definitive treatment, namely expedited delivery.

Differential Diagnosis and Complications

Differentiating eclampsia from other seizure disorders in pregnancy is a critical step in acute
management, as misdiagnosis can lead to inappropriate treatment and worsened outcomes.
Conditions such as epilepsy, while common, usually have a clear pre-pregnancy history, and the
seizure pattern may differ. However, uncontrolled epilepsy can increase the risk of maternal and
fetal complications, making careful distinction necessary. Other potential mimics include acute
thrombotic events, such as cerebral venous sinus thrombosis (CVST), which can present with
severe headache and focal neurological deficits leading to secondary seizures. CVST is often
associated with hypercoagulability states and may require specific anticoagulant therapy,
contrasting sharply with eclampsia management. Furthermore, severe hypoglycemia, electrolyte
abnormalities, or even drug withdrawal syndromes must be ruled out through rapid metabolic
screening, especially in patients with complex medical histories. The presence of the systemic
signs of pre-eclampsia--hypertension, proteinuria, and multisystem organ involvement--strongly
steers the diagnosis toward eclampsia.

The complications associated with eclampsia are severe and contribute significantly to maternal
and perinatal mortality. For the mother, the most immediate risks during the seizure include
aspiration pneumonitis (due to gastric contents entering the lungs), trauma (fractures, head injury),
and cerebral complications, most notably intracranial hemorrhage, which is a leading cause of
death. Sustained or recurrent seizures (status epilepticus) can lead to irreversible hypoxic brain
injury. Beyond the acute seizure, long-term maternal complications include acute renal failure
requiring dialysis, pulmonary edema (often cardiogenic due to severe hypertension and fluid
shifts), and the development of disseminated intravascular coagulation (DIC). The severity of the
endothelial damage can also lead to placental abruption, where the placenta prematurely
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separates from the uterine wall, leading to severe maternal hemorrhage and acute fetal distress.

Fetal and neonatal complications are equally profound and often result from the acute distress
caused by the maternal seizure and the underlying placental insufficiency. The seizure itself
causes acute uterine hypertonus and vasoconstriction, leading to transient but profound fetal
hypoxia and acidosis. Prematurity, either spontaneous or medically indicated due to the need for
delivery, is the most common adverse perinatal outcome, associated with increased risks of
respiratory distress syndrome, intraventricular hemorrhage, and neonatal sepsis. Furthermore,
infants born to mothers with severe pre-eclampsia/eclampsia are at higher risk for Intrauterine
Growth Restriction (IUGR) due to chronic poor placental perfusion. The prognaosis for the
neonate is heavily dependent on the gestational age at delivery, the severity of the maternal
disease, and the time elapsed between the onset of the eclamptic seizure and definitive delivery.
Therefore, managing eclampsia involves a simultaneous effort to stabilize the mother and prepare
for expedited, safe delivery of the fetus.

Management and Treatment Protocols

The immediate management of eclampsia is focused on three critical priorities: securing the
maternal airway and preventing injury, controlling the seizure, and managing severe hypertension.
Upon witnessing an eclamptic seizure, the patient should be protected from physical injury,
positioned to prevent aspiration (left lateral decubitus position is preferred), and supplemental
oxygen administered. The cornerstone of acute seizure control is the use of Magnesium Sulfate
(MgSO04). Numerous clinical trials have established MgSO4 as significantly superior to other
anticonvulsants, such as phenytoin or diazepam, for both preventing recurrent seizures and
improving maternal and fetal outcomes. It is typically administered via an intravenous loading dose
followed by a continuous maintenance infusion for 24 hours after the last seizure or delivery,
whichever occurs last. Careful monitoring of the patient for signs of magnesium toxicity, such as
loss of deep tendon reflexes, respiratory depression, and oliguria, is mandatory, requiring
immediate discontinuation and potential administration of calcium gluconate as an antidote.

Concurrently with seizure management, severe hypertension must be controlled to prevent
maternal complications, particularly stroke. Blood pressure targets are usually set to maintain
systolic pressure below 160 mm Hg and diastolic pressure below 110 mm Hg. The choice of
antihypertensive agents includes intravenous medications such as Labetalol (a beta-
blocker/alpha-blocker) or Hydralazine (a direct vasodilator). Nicardipine, a calcium channel
blocker, is also frequently used. It is vital to lower the blood pressure gradually; precipitous drops
can compromise placental perfusion and exacerbate fetal distress. The management team must
balance the need to protect the mother from stroke with the need to maintain sufficient
uteroplacental blood flow. The selection and titration of agents depend on the acuity of the
situation, the patient's volume status, and the presence of underlying cardiac or respiratory
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comorbidities. Close observation in a high-dependency or intensive care setting is essential during
this stabilization phase.

Once the mother is stabilized--seizures controlled and blood pressure managed--the definitive
treatment for eclampsia must be initiated: delivery of the fetus and the placenta. Eclampsia is an
indication for expedited delivery regardless of gestational age, as the placenta is the source of the
pathophysiology. The route of delivery (vaginal or Cesarean section) depends on the maternal and
fetal condition, gestational age, cervical status, and the urgency required. If the patient is remote
from delivery (e.g., less than 32 weeks), the team may attempt a rapid induction of labor if the
maternal and fetal condition allows, though severe maternal instability or acute fetal distress
mandates immediate Cesarean delivery. The decision to deliver is paramount, as maintaining the
pregnancy while the eclamptic state persists dramatically increases the risk of recurrent seizures,
stroke, and multi-organ failure. MgSO4 therapy must continue throughout the delivery and into the
postpartum period to prevent recurrent seizures, which are common in the first 24 hours following
delivery.

Prevention and Prognosis

The most effective prevention of eclampsia lies in the timely identification and aggressive
management of pre-eclampsia. For women identified as high-risk early in pregnancy (e.g., those
with a history of pre-eclampsia, chronic hypertension, or diabetes), prophylactic treatment with low-
dose aspirin (typically 81 mg daily) starting between 12 and 16 weeks gestation has been shown
to significantly reduce the incidence of developing pre-eclampsia, particularly the early-onset,
severe form. Regular and comprehensive prenatal care is crucial, allowing for early detection of
rising blood pressure and new-onset proteinuria. Patient education regarding the warning signs of
severe pre-eclampsia--such as severe headache, visual changes, and epigastric pain--empowers
them to seek immediate medical attention before the progression to convulsion occurs. In
hospitalized patients with severe pre-eclampsia, the administration of MgSO4 is used
prophylactically to prevent the first eclamptic seizure.

The prognosis for maternal recovery after a single eclamptic seizure is generally good, provided
that acute complications such as stroke or aspiration are avoided, and definitive treatment
(delivery) is achieved promptly. The majority of women recover completely, though they often
require intensive monitoring and management in the immediate postpartum period. The long-term
prognosis, however, involves increased risks for future cardiovascular and renal disease. Women
who have had eclampsia are at significantly higher risk for developing chronic hypertension,
ischemic heart disease, and end-stage renal disease later in life, suggesting that eclampsia may
serve as an early marker for underlying generalized vascular susceptibility. Therefore,
comprehensive postpartum counseling must include recommendations for lifelong monitoring of
blood pressure, lipid profiles, and renal function. Subsequent pregnancies carry a high recurrence
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risk of pre-eclampsia (up to 25%) and eclampsia (1-2%), necessitating specialized preconception
counseling and early implementation of prophylactic measures.

Perinatal prognosis is inextricably linked to gestational age at delivery. While the immediate
mortality risk associated with the acute seizure is relatively low in settings with good critical care,
the high rate of iatrogenic and spontaneous preterm birth drastically increases neonatal morbidity
and mortality. Neonates born extremely prematurely due to eclampsia face the standard risks
associated with prematurity, including chronic lung disease, neurodevelopmental impairment, and
retinopathy of prematurity. However, ongoing research aims to identify biomarkers that can
accurately predict which pre-eclamptic patients will progress to eclampsia, potentially allowing for
more targeted and less invasive interventions. Advances in understanding the placental release of
anti-angiogenic factors offer hope for future therapeutic targets that may treat the underlying cause
of the disease rather than simply managing its severe symptoms, thus improving both maternal
and neonatal outcomes globally.
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