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Abstract:

Background: Preeclampsia is a hypertensive disorder in pregnancy that affects 2-8% of pregnancies
globally, contributing significantly to maternal and neonatal morbidity and mortality. It typically arises after
20 weeks of gestation, with varying severity and associated complications such as eclampsia and HELLP
syndrome. Despite advances in diagnosis and management, its etiology remains incompletely understood.

Aim: This article provides an overview of preeclampsia, focusing on its pathophysiology, epidemiology,
clinical diagnosis, management strategies, and nursing interventions.

Methods: A comprehensive review of the literature was conducted to outline diagnostic criteria, clinical
features, and management strategies for preeclampsia. Key interventions, including antihypertensive
therapy and seizure prophylaxis, were detailed alongside evidence-based nursing practices.

Results: Preeclampsia manifests in two subtypes—early-onset and late-onset—with differing
pathophysiological mechanisms. Diagnostic criteria include sustained hypertension, proteinuria, and organ
dysfunction. Effective management involves timely diagnosis, blood pressure control using agents like
labetalol and nifedipine, and seizure prophylaxis with magnesium sulfate. Nursing care focuses on
monitoring maternal-fetal health, educating patients, and providing emotional support.

Conclusion: Early detection and timely intervention are critical in managing preeclampsia to prevent
severe complications. A multidisciplinary approach, incorporating medical and nursing care, is essential to
improve maternal and neonatal outcomes. Further research is required to elucidate the disease’s
pathogenesis and optimize treatment strategies.
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Introduction:

Hypertensive disorders of pregnancy are among the leading causes of maternal and perinatal mortality
globally. Preeclampsia, with or without severe features, represents a pregnancy-related condition
characterized by the onset of hypertension, often accompanied by proteinuria, typically occurring after 20
weeks of gestation and frequently near term. This condition exists on a spectrum of hypertensive disorders
in pregnancy, commencing with gestational hypertension and potentially progressing to severe
complications, including eclampsia and HELLP syndrome [1]. Preeclampsia accounts for approximately 2%
to 8% of pregnancy-related complications worldwide, contributing to over 50,000 maternal deaths and
more than 500,000 fetal deaths annually [2]. Early diagnosis and timely intervention are crucial in
preventing maternal and neonatal complications, primarily through symptomatic management and the
strategic planning of delivery. The diagnostic parameters for pregnancy-induced hypertension are well-
defined. Mild hypertension is identified as a systolic blood pressure (SBP) of 140 mm Hg or more, or a
diastolic blood pressure (DBP) of 90 mm Hg or more, measured on at least two occasions four hours apart.
Severe hypertension, defined as an SBP of 160 mm Hg or more or a DBP of 110 mm Hg or more, may be
confirmed within shorter intervals. Hypertension occurring prior to 20 weeks of gestation is classified as
pre-existing essential or chronic hypertension [3]. The initial manifestations of preeclampsia generally
emerge near term, with progression often beginning with gestational hypertension and advancing to severe
forms meeting specific laboratory and clinical criteria [4][5][6]. The evolving understanding of pregnancy-
induced hypertension has refined its diagnostic criteria, transitioning from the classical triad of
hypertension, edema, and proteinuria to a focus on hypertension and organ dysfunction, which may involve
renal, hepatic, neurological, hematological, or uteroplacental systems. Nevertheless, the current definitions,
largely endorsed by authorities like the American College of Obstetrics and Gynecology (ACOG), are based
predominantly on expert consensus rather than primary research [7][5].

Etiology:

Despite advancements in diagnosing and managing preeclampsia, its underlying etiology remains poorly
understood. The principal pathogenic mechanism is thought to involve uteroplacental ischemia. This
hypothesis stems from the frequent observation of placental infarctions in patients with eclampsia and
experimental studies wherein autolyzed human placental extracts induced symptoms in animal models,
such as convulsions and organ lesions, resembling those seen in fatal eclampsia cases [4][8][9].
Preeclampsia pathophysiology may thus be likened to the release of a toxic substance causing widespread
vasculopathy, which, if unchecked, leads to severe complications, including eclampsia-associated seizures
[8]. Evidence supporting the connection between placental ischemia and preeclampsia includes
experimentally induced ischemia in animal models resulting in hypertension and proteinuria [10][11][12],
reduced uterine blood flow in preeclamptic patients compared to unaffected pregnancies [13][14], and
consistent placental histopathologic findings indicative of ischemia in preeclampsia and eclampsia [15].
Additionally, typical features of preeclampsia include failure of the physiological transformation of spiral
arteries and atherosis [16], as well as a heightened uterine artery pulsatility index in preeclamptic
pregnancies [17]. While these findings form a widely accepted framework for understanding the disease,
ongoing research seeks to further elucidate the mechanisms underpinning uteroplacental ischemia.

Epidemiology:

Preeclampsia and eclampsia remain significant contributors to maternal mortality, accounting for over
50,000 deaths annually worldwide. The incidence of these conditions is closely linked to ethnicity and race,
being particularly prevalent among Black and Hispanic populations in the United States, where they
constitute approximately 26% of maternal deaths in these groups [4][18][2][19]. On a global scale,
preeclampsia affects 2% to 8% of pregnancies, with notable geographic and ethnic variability [20]. For
example, higher morbidity rates are observed in developing regions such as Africa and Latin America, while
lower incidences are reported among populations in Asia, including China, New Zealand, and Asian
Americans, when compared to Native Americans, Black Americans, and Europeans [21][22][23][24]. The
risk factors associated with preeclampsia are diverse and multifactorial, encompassing conditions such as
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chronic hypertension, diabetes mellitus, renal disease, and obesity. Additional factors include short stature,
nutritional deficiencies, previous occurrences of gestational hypertension, genetic predispositions, and
autoimmune disorders such as systemic lupus erythematosus and antiphospholipid antibody syndrome.
Other notable contributors include hydatidiform mole, multiple pregnancies, fetal macrosomia, nulliparity,
advanced maternal age, high body mass index (BMI), and the use of assisted reproductive technologies
[41[51[25][26].

Pathophysiology:

Preeclampsia can be categorized into two primary subtypes: early-onset (placental) and late-onset
(maternal) preeclampsia, each with distinct etiologies and clinical phenotypes [27]. Early-onset
preeclampsia is characterized by defective placentation, as evidenced by numerous placental infarcts and
arterial sclerosis, coupled with placental hypoperfusion resulting from impaired trophoblast invasion and
subsequent ischemia [28]. In contrast, late-onset or maternal preeclampsia arises due to interactions
between a healthy placenta and maternal factors, such as endothelial dysfunction, leading to microvascular
damage. This subtype typically manifests later in pregnancy and can often be managed expectantly until 37
weeks of gestation. Unlike early-onset preeclampsia, late-onset preeclampsia causes minimal alterations in
arterial transformation, thereby preserving placental perfusion [29].

Histopathology:

The histopathological characteristics of preeclampsia represent a complex interplay between maternal and
placental factors. Examination of placental tissue in cases of preeclampsia often reveals significant maternal
vascular malperfusion (MVM) lesions. These lesions include fibrinoid necrosis, atherosis, and an increased
number of syncytial knots, indicating abnormalities in maternal blood supply to the placenta. Additionally,
trophoblastic abnormalities such as increased syncytial knot formation and reduced trophoblast invasion
into maternal spiral arteries are frequently observed. Inflammatory responses, including immune cell
infiltration and changes in placental vasculature, are also evident. Emerging studies indicate a higher
prevalence of MVM lesions and low placental weight (below the 10th percentile) during the initial onset of
preeclampsia compared to subsequent episodes. Furthermore, the first occurrence is associated with a
higher incidence of small-for-gestational-age neonates and adverse neonatal outcomes [30]. Sustained
diffuse vasculopathy can lead to severe complications, such as seizures in eclampsia. Delivery remains the
definitive treatment to prevent further progression by eliminating the defective placenta.

Pathogenesis of preeclampsia
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Figure 1: Pathogenesis of Preeclampsia.
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History and Physical:

Preeclampsia often presents with a distinct clinical history and hallmark physical symptoms, although
atypical presentations are possible. Common complaints include a new-onset headache resistant to
conventional medication, which cannot be attributed to previous conditions such as migraines. This
headache may occur alongside visual disturbances, upper right quadrant or epigastric pain, nausea,
vomiting, shortness of breath, and increased swelling that exceeds typical pregnancy-related symptoms.
Patients presenting with any of these symptoms should undergo a comprehensive physical examination.
Blood pressure measurements are crucial, with systolic blood pressure (SBP) 2140 mmHg or diastolic
blood pressure (DBP) 290 mmHg raising suspicion. For gestational ages of 20 weeks or later, readings from
two separate measurements at least four hours apart necessitate further investigation. Recently, diagnostic
criteria have expanded to include immediate intervention for sustained severe hypertension (SBP 2160
mmHg or DBP 2110 mmHg) after repeated measurements within minutes. For patients with prior
gestational hypertension, the presence of severe-range blood pressure alone qualifies for a diagnosis of
preeclampsia with severe features, even if other criteria are absent. Symptoms such as shortness of breath
warrant lung auscultation and percussion, while right upper quadrant and epigastric regions should be
palpated for tenderness. Edema assessment should target dependent areas like the lower extremities and
independent regions such as the face or hands [4].

Evaluation:

Following a detailed clinical history and physical examination, patients exhibiting signs of preeclampsia
should undergo prompt diagnostic evaluation. This involves laboratory testing tailored to pregnancy-
induced hypertension, including urinalysis to assess proteinuria. Diagnostic thresholds include a urine
dipstick reading of =2+ when alternative methods are unavailable, 24-hour urine protein 2300 mg, or a
urine protein-to-creatinine ratio of 0.3 or higher. Additionally, a complete blood count is performed to
identify thrombocytopenia (platelet count <100,000/mm?), and a complete metabolic panel is used to
detect liver dysfunction (liver enzyme levels exceedingly twice the upper normal limit) and renal
insufficiency (serum creatinine 21.1 mg/dL or twice the baseline level). Abnormal findings must exclude
preexisting conditions or secondary causes to confirm a diagnosis. Although proteinuria accompanied by
elevated blood pressure is traditionally central to diagnosing preeclampsia, it is not always present. In cases
without proteinuria, alternative diagnostic criteria include thrombocytopenia, renal insufficiency,
pulmonary edema, impaired liver function, or persistent new-onset headaches with or without visual
disturbances. These findings collectively define preeclampsia without severe features. Furthermore,
severe-range blood pressures (SBP 2160 mmHg or DBP 2110 mmHg) measured twice at least four hours
apart, even without other abnormalities, can confirm the diagnosis [4][31].

Treatment and Management

The management of preeclampsia prioritizes early detection and appropriate intervention, with a focus on
controlling blood pressure and preventing seizures.

Antihypertensive Management:

Effective blood pressure control encompasses both immediate management for severe hypertension
(defined as systolic 2160 mm Hg and/or diastolic 2110 mm Hg) and maintenance therapy during the
antepartum or postpartum periods, depending on the clinical presentation. Antihypertensive agents that
are both effective and fetal-safe include beta-blockers such as labetalol, calcium channel blockers like
nifedipine, alpha-2 agonists such as clonidine, and vasodilators including hydralazine. For severe
hypertension, intravenous (IV) labetalol, IV hydralazine, or orally (PO) administered immediate-release
nifedipine are commonly employed. The selection of these medications often depends on IV access
availability, with PO nifedipine being preferred when IV access is not feasible [32]. Maintenance therapy
typically involves PO labetalol, extended-release nifedipine, or extended-release clonidine, with no
significant difference in efficacy among these options. Extended-release medications, such as daily dosed
nifedipine or weekly clonidine patches, provide advantages in patients with compliance challenges [33].
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Antiseizure Management:

Intravenous magnesium sulfate remains the first-line therapy for seizure prophylaxis in preeclampsia with
severe features [4, 25, 31]. For patients in whom magnesium sulfate is contraindicated, levetiracetam is a
viable alternative. Management of eclampsia, characterized by seizure activity, involves initial treatment
with IV benzodiazepines [34]. For recurrent seizures unresponsive to magnesium sulfate or when
contraindicated, alternative agents include lorazepam (2-4 mg IV, repeatable once after 10-15 minutes),
diazepam (5-10 mg IV every 5-10 minutes, maximum 30 mg), phenytoin (15-20 mg/kg IV, with an
additional 10 mg/kg IV dose if necessary after 20 minutes), and levetiracetam (500 mg IV or orally,
repeatable in 12 hours).

Antepartum Management and Delivery Timing:

Fetal assessment encompasses ultrasonographic evaluation of the amniotic fluid index, estimated fetal
weight, and antenatal tests such as non-stress tests and biophysical profiles. Decisions regarding delivery
versus expectant management are often informed by fetal status. Delivery of the fetus is the definitive
treatment for preeclampsia. In preterm cases, expectant management may be considered for patients with
well-controlled gestational hypertension or preeclampsia without severe features, provided antepartum
testing results are normal. Monitoring should include serial ultrasonography, weekly antenatal testing, and
vigilant observation of maternal symptoms, blood pressure, and laboratory values. According to the
American College of Obstetricians and Gynecologists (ACOG), delivery is recommended at 37 0/7 weeks for
patients with gestational hypertension or preeclampsia without severe features. In cases of preeclampsia
with severe features at or beyond 34 0/7 weeks, delivery is advised after maternal stabilization without
delay for steroid administration. For gestations under 34 0/7 weeks, stabilization of maternal and fetal
health should precede individualized management, often requiring inpatient or outpatient care. While this
approach lacks robust evidence, it relies on expert consensus and tailored care plans [35, 36]. Expeditious
delivery is warranted for maternal or fetal deterioration. Fetal indications include abnormal antenatal
testing and sustained reversed end-diastolic umbilical artery flow. Maternal indications encompass
uncontrolled hypertension, persistent headaches or visual disturbances, epigastric or right upper quadrant
pain unresponsive to medical therapy, myocardial infarction, stroke, pulmonary edema, HELLP syndrome,
eclampsia, or suspected placental abruption. Antenatal steroids for fetal lung maturity should precede
delivery before 34 0/7 weeks, although delivery should not be delayed. This recommendation also applies
to late preterm periods (34 0/7 to 36 6/7 weeks).

Differential Diagnosis

The differential diagnosis of preeclampsia includes a broad spectrum of conditions that mimic its clinical
presentation. These conditions encompass chronic hypertension, gestational hypertension,
antiphospholipid antibody syndrome, thrombotic microangiopathies, lupus, epilepsy or seizure disorders,
chronic renal disease, chronic liver disease, and other significant medical disorders such as
pheochromocytoma or other endocrinopathies [4, 37]. Incorporating an accurate and comprehensive
differential diagnosis is critical to distinguishing preeclampsia from other conditions and guiding optimal
management strategies.

Prognosis

The prognosis of preeclampsia is markedly improved through early diagnosis, timely medical intervention,
and consistent maternal and fetal surveillance. These measures significantly enhance outcomes for both
the mother and the fetus. Despite advancements in maternal healthcare, preeclampsia remains a major
contributor to maternal mortality, accounting for nearly a quarter of maternal deaths in some ethnic
populations. The Caribbean and Latin American populations experience the highest rates, followed by Asian
and Black populations. The condition underscores the critical need for timely medical care and ongoing
monitoring to prevent its progression and associated complications. Healthcare providers must adopt
evidence-based strategies to ensure routine surveillance, which includes blood pressure monitoring,
laboratory testing, and fetal assessments. Timely intervention can lead to improved survival rates and
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reduced long-term health complications for both the mother and the neonate. Addressing social and
economic disparities in healthcare access is equally crucial to mitigate risks among vulnerable populations.
These efforts are particularly important for populations facing systemic barriers to receiving adequate
prenatal care. Public health initiatives, community-based education programs, and enhanced healthcare
infrastructure are essential components in reducing the burden of preeclampsia in at-risk populations. By
prioritizing comprehensive and culturally sensitive care, healthcare providers can significantly decrease
the morbidity and mortality associated with preeclampsia. Emphasizing prevention, early detection, and
appropriate treatment is critical in improving maternal health outcomes globally [4][25].

Complications

In preeclampsia, delaying the delivery of the fetus during the late preterm period often exacerbates
maternal and fetal risks. Severe hypertension is a frequent outcome, leading to serious complications such
as eclampsia, HELLP syndrome (hemolysis, elevated liver enzymes, and low platelet count), pulmonary
edema, myocardial infarction, acute respiratory distress syndrome, stroke, renal impairment, and retinal
injury. Fetal complications include restricted growth, placental abruption, or, in extreme cases, fetal and
maternal mortality. These outcomes underscore the importance of precise decision-making in determining
the timing of delivery [4][37]. Medical interventions for preeclampsia are not without risks.
Antihypertensive agents such as labetalol, hydralazine, and nifedipine, while effective, can cause adverse
effects, including tachycardia, hypotension, headaches, and fetal heart rate abnormalities. Furthermore,
magnesium sulfate, employed for seizure prophylaxis, introduces the potential for respiratory depression
and, in severe cases, cardiac arrest. Frequent laboratory testing of serum magnesium levels and physical
assessments every 4 to 6 hours are imperative for patients receiving this therapy. The complexity of
managing these complications calls for meticulous clinical judgment and a multidisciplinary approach to
care. Clinicians must balance the benefits of prolonging pregnancy to allow for fetal development against
the risks posed by the progression of preeclampsia. This delicate equilibrium requires continuous
monitoring and prompt intervention to optimize outcomes for both the mother and the fetus. Enhanced
education and training for healthcare teams are vital to effectively manage these risks and ensure safety

[4].
Deterrence and Patient Education

The prevention and management of preeclampsia heavily depend on early diagnosis, timely intervention,
and comprehensive surveillance. Central to this effort is patient education, which equips individuals with
the knowledge necessary to identify warning signs and seek timely care. Healthcare providers play a pivotal
role in counseling patients about the definition of preeclampsia, associated symptoms such as persistent
headaches, visual disturbances, abdominal pain, and the patient-specific factors that heighten their risk. By
fostering an environment of informed decision-making, clinicians can significantly improve adherence to
medical recommendations and outcomes. Maternal mortality associated with preeclampsia
disproportionately affects women from low socioeconomic backgrounds and those with limited access to
education. These disparities necessitate a nuanced approach to care, where clinicians tailor their
communication to the specific needs and comprehension levels of their patients. Effective education
strategies might include visual aids, community workshops, and culturally appropriate messaging that
resonate with diverse populations. Healthcare systems must also address systemic barriers to care, such as
inadequate healthcare infrastructure and financial constraints. Public health initiatives targeting at-risk
groups can bridge gaps in knowledge and access, empowering women to advocate for their health. Overall,
comprehensive education and support systems form the cornerstone of effective deterrence strategies,
reducing both the incidence and severity of preeclampsia and improving outcomes for mothers and infants
[4].

Enhancing Healthcare Team Outcomes

Managing preeclampsia presents unique challenges due to the dual focus on maternal and fetal care. The
condition demands a collaborative, multidisciplinary approach involving physicians, advanced
practitioners, nurses, pharmacists, and allied health professionals. Effective team coordination is essential
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to delivering high-quality, patient-centered care, which enhances maternal and neonatal outcomes. A
cohesive healthcare team must prioritize patient education and support. Ensuring that patients feel
informed and understood regarding their condition fosters trust and promotes adherence to treatment
plans. Comprehensive communication among team members is equally crucial, enabling the seamless
exchange of information about patient complaints, clinical signs, laboratory results, treatment regimens,
and delivery strategies. The use of evidence-based protocols and guidelines, coupled with continuous
professional development, ensures that all team members are equipped to manage the complexities of
preeclampsia effectively. Training programs focused on recognizing early warning signs, managing
hypertensive crises, and administering magnesium sulfate can improve clinical outcomes. Furthermore,
integrating technology such as electronic health records (EHRs) enhances information sharing and
streamlines care coordination. By fostering collaboration and leveraging the expertise of diverse
professionals, healthcare teams can address the multifaceted needs of patients with preeclampsia. This
approach not only reduces morbidity and mortality rates but also promotes a culture of safety and
excellence in maternal healthcare. Continuous evaluation of team performance and patient outcomes is
vital to identifying areas for improvement and ensuring the delivery of optimal care [4].

Nursing Diagnosis and Intervention Plans:

Effective nursing diagnosis and intervention plans are critical in the management of patients with
preeclampsia, focusing on both maternal and fetal health outcomes. Nursing diagnoses in this context
encompass a range of physical, psychological, and educational needs, which guide the development of
tailored intervention strategies. These plans aim to address immediate medical concerns, prevent
complications, and promote long-term health. One primary nursing diagnosis for preeclampsia is "risk for
impaired maternal and fetal perfusion related to hypertension." This diagnosis highlights the need for
immediate and continuous monitoring of blood pressure, fetal heart rate, and maternal symptoms such as
persistent headaches or vision changes. Nursing interventions include frequent blood pressure
assessments, administration of prescribed antihypertensive medications, and evaluation of fetal well-being
through non-stress tests and ultrasound monitoring. Early detection and management of perfusion issues
are essential to prevent severe complications such as placental abruption or fetal growth restriction.
Another significant nursing diagnosis is "risk for injury related to seizure activity in eclampsia."
Interventions focus on seizure prevention through the administration of magnesium sulfate as prescribed,
monitoring for signs of magnesium toxicity, and ensuring safety measures such as padded side rails. Nurses
must also educate patients and families on recognizing symptoms that warrant immediate medical
attention, such as severe epigastric pain or changes in mental status. These measures aim to minimize the
risks associated with eclamptic seizures, ensuring maternal and fetal safety.

A third relevant diagnosis is "anxiety related to potential complications of preeclampsia and lack of
knowledge about the condition." The emotional and psychological impact of preeclampsia on patients can
hinder compliance with medical recommendations and exacerbate health risks. Nursing interventions
include providing clear, empathetic communication about the condition, its potential outcomes, and the
steps being taken to ensure safety. Patient education should be individualized and culturally appropriate,
utilizing tools such as visual aids or written materials to enhance understanding. Nurses also play a vital
role in providing emotional support, encouraging patients to express their concerns, and referring them to
mental health professionals when necessary. The diagnosis of "imbalanced nutrition: less than body
requirements related to nausea, vomiting, or restricted diet" is also pertinent in managing preeclampsia.
Adequate maternal nutrition is vital for fetal development and maternal well-being. Interventions include
providing dietary counseling to ensure a balanced intake of essential nutrients, monitoring for signs of
malnutrition, and collaborating with dietitians to develop personalized meal plans. Nurses must also
educate patients on foods to avoid, such as those high in sodium, which can exacerbate hypertension.

"Risk for ineffective coping related to the stress of a high-risk pregnancy” is another critical nursing
diagnosis. High-risk pregnancies often lead to significant psychological strain, affecting both the patient and
their support network. Nursing interventions in this domain focus on fostering resilience and coping
mechanisms. Techniques such as mindfulness training, stress-reduction exercises, and peer support groups
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can empower patients to navigate the challenges of preeclampsia. Nurses can also facilitate open
communication within families, promoting shared decision-making and reducing the emotional burden on
the patient. The diagnosis of "impaired fluid balance related to proteinuria and hypertension" necessitates
vigilant monitoring of fluid intake and output, along with assessment of edema and laboratory values such
as serum albumin levels. Nursing interventions include ensuring adequate hydration, managing diuretic
therapy as prescribed, and educating patients on recognizing symptoms of fluid overload or dehydration.
Collaborative care involving physicians and dietitians can optimize fluid balance and mitigate the risks
associated with preeclampsia.

Finally, the “risk for impaired maternal-fetal bonding related to hospitalization and the stress of
preeclampsia” underscores the importance of promoting early and meaningful interactions between
mother and baby. Nurses can encourage bonding through strategies such as involving the patient in fetal
monitoring sessions, providing educational materials about fetal development, and facilitating family-
centered care during hospital stays. These measures help maintain the psychological connection between
the mother and her unborn child, even in the face of medical challenges. In conclusion, nursing diagnosis
and intervention plans for patients with preeclampsia are comprehensive and multifaceted, addressing
both physical and psychosocial needs. Effective implementation of these plans requires a patient-centered
approach, clear communication, and interdisciplinary collaboration. By tailoring care to the unique
circumstances of each patient, nurses play a pivotal role in improving maternal and fetal outcomes while
promoting overall well-being. Continuous education and support are vital components of these efforts,
ensuring that patients feel empowered and informed throughout their care journey.

Conclusion:

Preeclampsia remains a formidable challenge in maternal healthcare, significantly impacting both maternal
and fetal outcomes. Despite advances in medical understanding, its pathogenesis remains poorly
understood, underscoring the need for ongoing research. The condition’s dual subtypes—early-onset and
late-onset—highlight the multifaceted nature of its etiology, which combines placental dysfunction and
maternal factors. These subtypes demand tailored clinical approaches to ensure effective management.
Early and accurate diagnosis is critical for optimizing outcomes. Current diagnostic protocols prioritize
blood pressure monitoring and laboratory assessments, including proteinuria evaluation and organ
function tests. Management strategies focus on controlling hypertension and preventing seizures, with
agents like labetalol and magnesium sulfate forming the cornerstone of treatment. In cases of severe
preeclampsia, prompt delivery remains the definitive intervention to mitigate maternal and fetal risks.
Nursing care plays an integral role in the holistic management of preeclampsia. Nurses are pivotal in
monitoring maternal and fetal well-being, identifying early warning signs, and ensuring adherence to
therapeutic regimens. They also provide essential patient education, addressing concerns related to disease
progression and postnatal recovery. Furthermore, emotional support from nursing professionals
significantly alleviates the psychological burden often associated with this condition. While significant
strides have been made in managing preeclampsia, challenges persist, particularly in low-resource settings
where access to diagnostic and therapeutic resources is limited. Strategies to improve global outcomes must
prioritize equitable access to maternal healthcare, education, and early screening programs.
Multidisciplinary collaboration between obstetricians, nurses, and researchers is paramount in advancing
the understanding and management of this complex condition. In conclusion, the fight against preeclampsia
necessitates a comprehensive and collaborative approach, integrating evidence-based medical and nursing
practices. Continued research into its etiology and pathophysiology is essential to develop targeted
interventions and improve outcomes for affected mothers and their infants.
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