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ABSTRACT 

TITLE: “MATERNAL AND FETAL OUTCOME OF ECLAMPSIA IN A 

TERTIARY CARE HOSPITAL”. 

 

BACKGROUND: 

Eclampsia is an extremely severe form of pre Eclampsia characterized by the sudden 

onset of generalized tonic-clonic seizures. World Health Organization estimated, at 

least 16% of maternal deaths in low- and middle-income countries result from 

hypertensive disorders of pregnancy, of which Eclampsia is the primary contributor. 

In India, the incidence of Eclampsia has been quoted as 1.56%. Eclampsia can occur 

during Ante partum (35% to 45 %), Intrapartum (15% to 20%) or in Postpartum (35% 

to 45%) period. Pregnancies complicated by Eclampsia are also associated with 

increased rates of maternal morbidities, such as Abruptio placenta, disseminated 

intravascular coagulopathy, pulmonary edema, acute renal failure, aspiration 

pneumonia and cardiopulmonary arrest. Thus Eclampsia is a potentially fatal disorder 

in pregnant women and remains an important cause of maternal and perinatal child 

morbidity and death worldwide. 

 

AIMS AND OBJECTIVES: 

 To study the clinical profile, Maternal and Perinatal Outcome in Eclamptic 

patients 

 To study Maternal Morbidity and Mortality 

 To study Perinatal Morbidity and Mortality 
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METHODS AND MATERIALS: This is an observational study in SDM Hospital 

for a period of one year, and all who fulfill the Inclusion and Exclusion criteria. 

 

RESULTS: 30 patients diagnosed with Eclampsia, admitted in SDM College of 

Medical Sciences and Hospital during study period of one year. 75% patients had 

Ante partum Eclampsia, 20% patients had Postpartum Eclampsia and only 1% had 

Intrapartum Eclampsia. Atonic PPH was the commonest complication in 13 patients, 

followed by Abruptio Placenta in 9 cases (30%) followed by Renal Impairment and 

HELLP syndrome. Maternal Mortality rate was 6.7% and Neonatal Mortality rate was 

43.33%. 

 

CONCLUSION: Eclampsia is found to cause high incidence of maternal mortality & 

morbidity, which is also responsible for high rates of perinatal mortality. By creating 

an awareness and improvement in quality of basic antenatal care we can reduce the 

incidence of Eclampsia. 

 

KEY WORDS: 

Eclampsia; Severe preeclampsia; Abruptio Placenta; Acute Renal failure; maternal 

mortality; Perinatal Mortality; 
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INTRODUCTION 

Hypertensive disorders of pregnancy remain among the most significant and 

intriguing unsolved problems in Obstetrics. These disorders complicate 5-10 

percent of all pregnancies and they constitute one of the leading causes of 

maternal and perinatal mortality worldwide
 10. 

The World Health Organization systematically analyzes the maternal 

mortality rate all over the world and in developed countries it is found that 

almost 16% of the maternal deaths that were occurring were reported to be 

due to hypertensive disorders. In India the third most important and 

commonest cause of maternal mortality was found to be hypertensive 

disorders in pregnancy
5.
 

It may appear for the first time during pregnancy (Preeclampsia, Eclampsia, 

gestational hypertension, HELLP syndrome) or may be the result of already 

existing medical problem (chronic hypertensive renal disease, systemic 

disease
 3
).  
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Eclampsia is defined as the occurrence of new onset of convulsion/coma, in 

a previously pre-eclampsia woman
3
. It is said to be one of the most common 

obstetric emergencies. 

Eclampsia continues to be a major problem particularly in the developing 

countries, thus contributing significantly to high maternal & perinatal 

morbidity & mortality
4
. To add to this, the lower income and low-resource 

countries have significantly higher rates of maternal and perinatal mortalities 

and morbidities. This variation in the incidence of Eclampsia and the 

outcome of pregnancy could be related to universal access to prenatal care 

services, early detection of risk factors of Eclampsia, early management and 

plan for delivery as soon as diagnosed, and also the availability of healthcare 

resources in developed countries in compared to the developing countries
1
.
    

Eclampsia occurs more commonly in the last trimester of pregnancy and it 

becomes increasingly more frequent near term. It can occur during 

antepartum (35% to 45 %), intrapartum (15% to 20%) or in postpartum 

(35% to 45%) period.
7 

The clinical features of Eclampsia include convulsions or postictal confusion 

or delirium state, severe frontal headache, generalized edema, visual 

disturbance such as usually blurring of vision but also they may have 
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scotoma’s and photophobia, associated abdominal pain usually in the  right 

upper quadrant , amnesia and rarely other mental status changes
7
. 

Complications of Eclampsia include cerebrovascular accidents, Abruptio 

placenta, DIC, and hemolysis, HELLP-syndrome, liver rupture, pulmonary 

edema or acute renal failure that can result in maternal death. 

Adverse perinatal outcomes of Eclampsia are mainly attributed to preterm 

delivery, which occurs secondary to maternal or fetal complications, 

intrauterine growth restriction (IUGR) and fetal death
10

. 

The only cure for eclampsia is delivery of the baby and with it the placenta, 

which is the seat of the problem
7
. 

 

The main purpose of this study is to evaluate the incidence of eclampsia, and 

the maternal and perinatal morbidity and mortality associated with it in our 

hospital setting. 
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OBJECTIVES 

 

1. To study the clinical profile, maternal and perinatal outcome in 

eclampsia patients. 

2. To study maternal morbidity and mortality. 

3. To study perinatal morbidity and mortality. 
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REVIEW OF LITERATURE 

 

HISTORICAL ASPECTS:  

 

Pre- eclampsia is a complex disease, because of the different school of 

thoughts; Pre-Eclampsia is often referred to as a "disease of theories." 

 

Eclamptic convulsions have been documented as far back as 4000 years ago 

in Chinese, Indian, and Greek literature. 

 

Hippocrates around the year 400 BC stated that headache accompanied by 

convulsions during Pregnancy was considered as bad.  

 

Bossier de saurages (1739) introduced the word Eclampsia and he 

differentiated eclampsia from epilepsy.  

 

Demanet (1797) recognized swelling in women with Eclampsia.  

 

Pierre Rayer (1840) first discovered protein in urine and John Lever 

(1843) first reported that Proteinuria was usually found to be specific to Pre-

Eclampsia.  

 

Eclamptic hypertension was found by Vasquez and Nobcourt in 1897. 

 

Sensory stimulation was decreased by putting the patients in a dark, quiet 

room, according to Chesley (1984). 
 

Horn (1906) was the first who used magnesium sulphate to manage pre-

eclampsia and Eclampsia. 
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Magnitude of Problem: 

 

Hypertensive disorders complicating pregnancy are common disorders 

contributing significantly to maternal and perinatal mortality and morbidity. 

It is responsible for 14% of maternal deaths worldwide including India 

(WHO 2015). 

Incidence- Hypertensive disorders complicating pregnancy vary from 5-10% 

with estimated 50,000 to 60,000 pre-eclampsia related deaths per year 

worldwide. 

The National High Blood Pressure Education Program (USA, 2000) defined 

Hypertension in Pregnancy as a Blood Pressure measurement of more than 

or equal to 140/90 mm Hg. 

 

CLASSIFICATION 

Hypertension during Pregnancy is classified into 5 categories as per ACOG 

and Recommendations from the National High Pressure Education Program 

of 2000 were as follows: 

• Chronic Hypertension  

• Gestational Hypertension 
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•Pre-Eclampsia  

•Severe Preeclampsia 

• Eclampsia 

• Superimposed Pre-Eclampsia 

 

DEFINITIONS: 

PRE-ECLAMPSIA: Preeclampsia is a multisystem, multifactorial 

disease defined as a B.P. reading of more than or equal to 140/90 mm Hg on 

two separate occasions measured 4 hours apart and >0.3 g protein in a 24-

hour urine sample after 20 weeks of pregnancy in a previously non 

hypertensive woman.
5,9

. 

 

A Blood pressure reading equal to or over 160/110 mm Hg and >5 g protein 

detected in a 24-hour urine sample, or manifestations of end organ damage 

such as altered LFT, thrombocytopenia, oliguria, visual impairments, 

pulmonary edema, and so on, suggests SEVERE PREECLAMPSIA.
3,5

. 
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ACOG recommendations for Severe Preeclampsia:  

When one or more of the following features were present, severe pre-

Eclampsia was indicated: 

• Blood pressure: a systolic blood pressure of 160 mmHg or a diastolic blood 

pressure of 110 mmHg on at least two separate occasions, which was 

measured at an interval of at least 6hours. 

• Proteinuria of 5gm or more in a 24 hours urine specimen or a urine 

albumin level of 3+ or higher measured on at least two randomly collected 

urine samples which are collected 4 hours apart. 

• Oliguria <500ml in 24hrs 

• Thrombocytopenia.  

• Epigastric Pain. 

• Liver dysfunction.  

•Pulmonary edema or cyanosis. 

• Cerebral or visual disturbances.  

• Fetal growth restriction. 
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ECLAMPSIA- The word Eclampsia is derived from a Greek work which 

means ‘Flashes of Light’. Eclampsia is defined by new-onset tonic-clonic, 

focal, or multifocal seizures in a woman with preeclampsia in the absence of 

any other causative conditions such as epilepsy, cerebral arterial ischemia 

and infarction, intracranial hemorrhage, or drug use
2
. 

But In a nationwide analysis of the cases of eclampsia in the United 

Kingdom, it was noted that in 38% of eclamptic cases the seizure occurred 

without any prior documentation of either hypertension or proteinuria in the 

hospital setting.
2
 

Maternal mortality rate is 4-6% and perinatal loss is about 46% in Eclampsia 

in India as per the FOGSI Consensus statement, 2008. 

It is a preventable disease by efficient use of antenatal care as has been seen 

in western countries. Nervous system manifestations which are frequently 

encountered in preeclampsia and Eclampsia are headache, blurring of vision, 

scotoma, and hyperreflexia. Although uncommon, temporary blindness 

(lasting a few hours to as long as a week) also may accompany preeclampsia 

with severe features and with eclampsia. 
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Posterior reversible encephalopathy syndrome (PRES) is a constellation of a 

range of clinical neurologic signs and symptoms such as vision loss or 

deficit, seizures, headache, and altered sensorium or confusion
2
. 

 

Chronic hypertensionwas defined as hypertension which is diagnosed 

before pregnancy and/or diastolic pressure of ≥90 mmHg and/or 

antihypertensive medications are started each before the 20 weeks of 

gestation and uncomplicated by de novo proteinuria
4
. 

 

Gestational hypertension was defined as hypertension which is 

detected for the first time after 20 weeks of gestation, with a systolic blood 

pressure of ≥ 140 mmHg and a diastolic blood pressure of ≥ 90 mmHg 

and/or in women who are hospitalized during pregnancy because of 

hypertension and/or if antihypertensive medications are prescribed for the 

first time after 20 weeks of pregnancy without proteinuria
4, 10

. 
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RISK FACTORS: 

Mean arterial pressure and parity were the two most important risk variables 

for prediction of preeclampsia. 

Preeclampsia can be caused by both maternal and paternal genetic factors. 

Pregnancy associated risk factors are:  

- Multiple gestations  

- Chromosomal abnormalities   

- Hydrops fetalis  

- Hydatidiform mole 

 

Maternal specific:  

- Primi parity 

-Extremes of Age less than 20 & more than 35 Yrs.  

- Obesity i.e., BMI > 35  

- Family history of preeclampsia.  

- History of preeclampsia in previous pregnancy. 

 - Chronic hypertension  
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- Gestational diabetes or pre-existing diabetes.  

- Thrombophilia. 

- Nephropathy. 

 

In a study conducted by Emmanuelle Pare et al, increasingly prevalent and 

potentially modifiable factors were confirmed to be significant risk factors 

for severe preeclampsia and Eclampsia, the most important being 

overweight or obesity
15

. 

 

ETIOPATHOGENESIS: 

Preeclampsia is thought to be caused by a variety of factors. 

- Abnormalities in the trophoblastic invasion.  

- Predisposition due to genetic factors. 

- Role of vasoactive agents  

- Changes in oxidative stress and inflammatory changes 

- Immunological theory  

-Endothelial factor. 
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More recent observations suggested that there was a possible role of 

imbalance of angiogenic factors in the pathogenesis of preeclampsia. It is 

possible that a combination of some of these claimed mechanisms may be 

responsible for the triggering of clinical spectrums of preeclampsia
2
. 

Abnormal trophoblastic invasion:  

Endovascular trophoblasts normally penetrate the uterine spiral arteries. 

Incomplete trophoblastic invasion occurs in pre-Eclampsia. Trophoblasts 

begins invasion into the myometrial blood vessels by remodeling the 

maternal spiral arteries, failure of this process of complete remodeling leads 

to the persistence of high resistance spiral arteries that impede the placental 

perfusion thereby leading to a state of “relative hypoxemia” which 

ultimately culminates into maternal endothelial cell dysfunction
13

. 

Placentas from early onset preeclampsia (34 weeks) were analyzed in a 

recent study of placental morphology, and an aberrant placental morphology 

was discovered in the early onset illness, whereas placentas from the late 

onset disease were morphologically similar to those from the same 

gestational age controls
14

. 
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Genetic Imprinting: 

A multi factorial inheritance has been reported in the development of 

preeclampsia and eclampsia based on a single recessive gene or a dominant 

gene which also explains its higher prevalence in the daughters of 

preeclamptic women.  There has also been a link discovered between HLA 

DR4 genes and hypertension with Proteinuria. 
13

. 
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Immunological theories: 

These theories are predicated on the feto-maternal interface's 

incompatibility. The balance between fetal genotype and maternal 

immunological responses, which is essential for proper placentation, is 

disrupted. Preeclampsia tends to affect the first pregnancy (naïve to the 

paternal/fetal antigens) and thus repeat exposure to paternal/fetal antigens 

tends to lower the risk of the disease
13

. 

 

Inflammatory change and oxidative stress:  

Pre-Eclampsia is caused by a high level of activated leucocytes in the 

maternal circulation. When Decidua is active, it produces TNF alpha & 

leukotriene, which causes oxidative stress in the body. In preeclampsia, 

oxidative stress causes the release of oxygen free radicals in the body, which 

causes the following symptoms. 

- Damage to endothelium  

 -Increased capillary permeability
17

  

- Release of lipid laden macrophages  

-
.
Activation of micro vascular coagulation
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Role of vasoactive agents:  

There is an increase in Thromboxane A2 and a decrease in prostacyclin 

(PGI2) and prostaglandin E2, leading in vasoconstriction in preeclampsia. 

The powerful vasoconstrictor Endothelin-1 is reported to be elevated in pre-

Eclampsia and Eclampsia. Vascular endothelial growth factor causes 

vasculogenesis and it is important for micro vascular permeability, it is 

observed to be elevated in pre-eclampsia.
18

. 

Endothelial cell factors:  

The sole factor implicated in the pathophysiology of preeclampsia is 

endothelial cell dysfunction. In preeclampsia, nitric oxide, a powerful 

vasodilator, is observed to be reduced. Early in pregnancy, a high 

homocysteine level raises the risk of preeclampsia. 
19

. 
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TYPES OF ECLAMPSIA: 

ANTEPARTUM ECLAMPSIA (50%). Convulsions occur before the 

initiation of labor pains. 

INTRAPARTUM ECLAMPSIA (30%). Convulsions are observed for the 

first time during labor. 

POSTPARTUM ECLAMPSIA (20%). Convulsions occur for the first 

time in puerperium usually within first 48hours of childbirth. Late 

postpartum eclampsia occurs after 48hrs of delivery. If convulsion occurs 

after 7days of delivery, which is rare and it is not considered as eclampsia. 

INTERCURRENT ECLAMPSIA. When the patient recovers from 

convulsions and pregnancy continues for more than 48hrs after the cessation 

of eclamptic fits. 

ATYPICAL ECLAMPSIA. Eclampsia occurring before 20
th
 week of 

pregnancy or more than 48hours postpartum is rare and is known as atypical 

Eclampsia. 
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PRODROMAL SIGNS OF ECLAMPSIA. 

1. Severe and persistent headache (most common- seen in 80% cases) 

2. Epigastric or right hypochondriac pain (20% cases) 

3. Blurring of vision or photophobia (40-50% cases) 

4. Brisk deep tendon reflexes. 

5. Marked diuresis is seen for about 48hours. 

 

STAGES OF ECLAMPTIC CONVULSIONS. 

1. IMMINENT (PREMONITORY)  STAGE 

2. THE TONIC STAGE 

3. THE CLONIC STAGE 

4. THE FINAL STAGE OF COMA 

 

MATERNAL OUTCOME:  

Women with Severe Eclampsia are at an increased risk for Abruptio 

placenta, acute renal failure, thrombocytopenia and disseminated 

intravascular coagulation, cerebral hemorrhage, pulmonary edema, HELLP 

syndrome, hepatic necrosis and circulatory collapse.  
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In a study of 71 eclamptic women, Murphy and Stirrat et al, found that 

21% had acquired HELLP syndrome, 15% had Abruptio placenta, 13% had 

renal failure, and 1.4 percent had Eclampsia, but no maternal death was 

reported.
38. 

Abruptio placenta was also shown to be the most prevalent consequence, 

according to Al –Mulhim et al, 
39

. 

MATERNAL MORTALITY- Varies from 2-30% in different countries. 

Most common causes of maternal death are: 

1. Cerebral hemorrhage (most common) 

2. Pulmonary edema 

3. Acute renal failure 

4. Postpartum shock 

5. Pulmonary embolism. 

 

FETAL OUTCOME: 

1. Intrauterine growth restriction due to chronic placental insufficiency. 

2. Intrauterine fetal death due to the varying degrees of uteroplacental 

insufficiency or accidental hemorrhage. 

3. Prematurity and low birth weight. 
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4. Intrauterine asphyxia. 

5. PERINATAL MORTALITY- is usually high being 30% in the 

developing countries mainly due to prematurity, intrauterine hypoxia 

and asphyxia and trauma. 

 

MANAGEMENT: 

IMMEDIATE MANAGEMENT: To prevent any maternal injury, provide 

adequate oxygenation and to minimize the risk of aspiration. 

 Keep patient in lateral position to avoid aspiration 

 Keep the airway clear by regular suctioning of the airways 

and keep a mouth gag to prevent tongue bite. 

 Oxygen is given by a face mask. 

 IV fluids are given with caution to avoid fluid overload and 

pulmonary edema. 

 Heart rate, blood pressure and respiratory rate are regularly 

monitored (half an hourly) 

 Monitor the fetal heart rate regularly. 

 Catheterize the patient with Foley’s catheter to monitor the 

hourly urine output. 
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 Prevention of recurrence of seizures. 

 

ROLE OF MAGNESIUM SULPHATE:  

Various Anticonvulsant regimens have been tried to control seizures 

in Eclampsia. It is now clearly proven by large international studies 

that Magnesium sulphate is the best anticonvulsant and should be the 

treatment of first choice. 

The Multinational: Eclampsia Trial Collaborative Group (1995) 

compared Magnesium sulphate, Diazepam and Phenytoin for 

Eclampsia. It concluded that Magnesium Sulphate was associated 

with a significantly lower incidence of recurrent seizures and lesser 

maternal mortality (3%) as compared with all other regimens. It is 

also more effective than other anticonvulsants
40

. 

In any situation, magnesium sulphate remains the anticonvulsant of 

choice. 
41.

 Magnesium sulphate has also been proven to reduce the 

progression of preeclampsia to Eclampsia by more than 50 percent 

when given at the right time. 

Pritchard regime is usually followed, which contains 20ml of 20% 

magnesium sulphate (equal to 4gm) and is administered intravenously 

over 10 minutes as a loading dose. As maintenance therapy, 10ml of 
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50 percent magnesium sulphate (equal to 5gm) is given 

intramuscularly in the alternate buttock every four hours. If 

convulsions persist, an intravenous dose of 2gm to 4gm is 

administered over a 5-minute period. It is necessary to maintain a 

therapeutic level of 4-6 mg.  

Before administrating the consequent doses, the women should be 

monitored for –  

 Urine output, which should be at least 100ml over the last four 

hours.  

 Knee jerk with a knee hammer. 

 Respiratory rate which should be at least 16 per minute.  

If any of the above criteria’s are abnormal, the next dose should be 

postponed until the patient returns to normal state. In the event of 

toxicity, 10mL (10%) calcium gluconate (1gm) is administered 

intravenously over 10 minutes with adequate oxygenation. 

If the patient's convulsions persist, she should be transferred to an 

intensive care unit and, if required, maintained with non invasive 

ventilation or intermittent positive pressure ventilation depending 

on the condition. 
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OTHER REGIMENS: 

ZUSPAN REGIMEN- Mgso4 loading dose of 4gms IV (20%) over 5-

10mins, followed by a maintenance dose of 1gm per hour IV infusion 

(50%). 

LEAN REGIMEN- Loading dose of 10mg Diazepam IV over 

2minutes followed by IV infusion of 40mg in 500ml Normal Saline 

for 24 hours. During the next 24hours- 20mg of Diazepam is infused 

in 500ml of normal saline. 

LYTIC COCKTAIL- A combination of Pethidine, Chlorpromazine 

and Promethazine were used.  

 

MANAGEMENT OF COMPLICATIONS: 

1. PULMONARY EDEMA- Furosemide 40mg IV followed by 20mg 

IV 6-8hourly along with aspiration of secretions and Oxygen 

therapy are useful. 

2. HEART FAILURE- treated with oxygen therapy, IV Furosemide 

and Digitalization. 

3. RENAL FAILURE- Dopamine infusion at 1 microgram/kg body 

weight is useful for treatment in Oliguria phase. 
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4. PSYCHOSIS- is treated with Haloperidol, Chlorpromazine and 

Trifluoperazine. 

MODE OF DELIVERY:  

There have been no randomized trials assessing the safest delivery method 

for eclamptic women. Preferably delivery must be conducted within 4hours 

of stabilization. Labor occurs spontaneously in 70-80% cases. Vaginal 

Delivery is preferred as it is safer provided there is a favorable bishop score. 

Indications of Cesarean Delivery: 

1. Cephalopelvic disproportion 

2. Associated Obstetric condition- Diabetes, Elderly Primigravida, 

Placenta previa. 

3. Worsening Maternal Condition 

4. Fetal Monitoring is not possible 

5. Vaginal Delivery is not possible 

6. Fetal distress. 
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POSTPARTUM MANAGEMENT:  

All women with Eclampsia should be closely monitored after delivery. 

Eclampsia can develop even beyond 4 weeks postpartum; therefore the 

duration of hospital stay is uncertain. But the likelihood of Eclampsia 

reduces after the fourth postpartum day.  

After delivery, anti-hypertensive therapy should be continued and 

tapered gradually. It can even take up to three months for blood pressure to 

return to normal in some cases. There are no specific antihypertensive 

medications that are recommended. However, alpha methyl dopa is avoided 

because of its negative effects, such as anxiety and depression. In women 

who are breastfeeding, nifedipine, labetalol, enalapril, and atenolol are 

currently being used.  

Women should be further investigated in case there is persistence of high 

blood pressure and proteinuria.   
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METHODOLOGY 

STUDY DESIGN- Hospital based Prospective Analytical and Observational 

study. 

SOURCE OF DATA AND METHODS:  

 Patients admitted to the Department Of Obstetrics and Gynecology, 

SDM HOSPITAL, Dharwad. 

 An informed consent will be taken from each patient. 

 Routine and relevant investigations will be done.  

 All the findings of the study will be recorded and statistically 

analyzed wherever applicable.  

STUDY SUBJECTS: The study population consists of patients who present 

to the Department of Obstetrics and Gynecology, SDM medical college and 

Hospital, Dharwad. With features of eclampsia, considering the inclusion 

and exclusion criteria.  

INCLUSION CRITERIA:  

1. Women with ECLAMPSIA i.e., ANTEPARTUM, INTRAPARTUM 

AND POSTPARTUM. 

2. Women with gestational age more than 20weeks of gestation till term.  
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EXCLUSION CRITERIA:  

1. Patients diagnosed with other causes of convulsions like epilepsy, 

brain tumors, tuberculoma  

2. Pregnancy complicated with other medical conditions like chronic 

hypertension, diabetes, renal hypertension, SLE, or other 

immunological conditions, collagen vascular disorders.  

 

 

STUDY AREA: Department of Obstetrics and Gynecology,SDM College of 

Medical Sciences and Hospital, Dharwad. 

 

STUDY PERIOD: One year.  

 

SAMPLE SIZE: 30 patients diagnosed with Eclampsia (antepartum, 

intrapartum or postpartum), admitted in SDM College of Medical Sciences 

and Hospital during study period of one year. 

 

STUDY ANALYSIS: The Study result will be subjected to appropriate 

statistical analysis whenever applicable; data will be analyzed with the help 

of frequency and percentage tables. 
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RESULTS 

Table 1: Age wise distribution of eclampsia patients 

 

 

 

 

 

 

 

 

Of the 30 patients in the study group, majority of women where between the age group of 

20-30years. Mean age group was 23years.Figure 1:     AGE DISTRIBUTION 

 

6% 

87% 

7% 

0% 

<20 YEARS 

20-30YEARS 

>30YEARS 

Age groups No of eclampsia patients % of eclampsia patients 

<20yrs 2 6.66% 

20-30yrs 26 86.4% 

>30yrs 2 6.66% 

>35yrs 1 3.33% 

Total 30 100.00 

Mean ± SD 22.93±3.51 
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TABLE 2- ANTENATAL REGISTRATION STATUS 

Table 2: Antenatal visitswise distribution of eclampsia patients 

Antenatal visits No of eclampsia patients % Of eclampsia patients 

Booked 12 40.00 

Unbooked 18 60.00 

Total 30 100.00 

 

Majority of women in the study group were unbooked antenatally and were referred from 

Peripheral Hospitals.  

 

Figure 2: Antenatal visitswise distribution of eclampsia patients 
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TABLE 3- PARITY 

 

Table 3: Parity wise distribution of eclampsia patients 

Parity No of eclampsia patients % of eclampsia patients 

Primigravida 25 83.33 

Multigravida 5 16.67 

Total 30 100.00 

Twenty five of the 30 women (83.33%) in the study group were Primigravida. 

 

Figure 3: Parity wise distribution of eclampsia patients 
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TABLE 4- GESTATIONAL AGE AT DIAGNOSIS 

 

Table 4: Gestational age wise distribution of eclampsia patients 

Gestational age No of eclampsia patients % of eclampsia patients 

28.0-32.0weeks 9 30.00 

32.1-36.0weeks 14 46.67 

>=36.1weeks 7 23.33 

Total 30 100.00 

Mean ± SD 34.02±3.06 

Majority of women in the study group (46.67 %) were between 32-36wks of gestation 

age and Mean Gestational age in the study was 34 weeks. 

Figure 4: Gestational age wise distribution of eclampsia patients 

 

28.0-32.0weeks 

30.00% 

32.1-36.0weeks 

46.67% 

>=36.1weeks 

23.33% 



32 
 

TABLE 5: OBS RISK FACTORS WISE DISTRIBUTION OF ECLAMPSIA 

OBS risk factors No of eclampsia patients % of eclampsia patients 

Anaemia 1 3.33 

Obesity 4 13.33 

Previous history of Eclampsia 4 13.33 

Gestational Hypertension 8 26.67 

Advanced Maternal age (>35years) 1 3.33 

Multifetal gestation 2 6.67 

Family h/o Eclampsia. 2 6.67 

Placenta previa 1 3.33 

 

Figure 5: OBS risk factors wise distribution of eclampsia patients 
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TABLE 6- CHIEF COMPLAINTS AT PRESENTATION 

 

Table 6: Chief complaints wise distribution of eclampsia patients 

Chief complaints No of eclampsia patients % of eclampsia patients 

1 episode convulsions 7 23.33 

2 episodes convulsions 2 6.66 

>3 episodes convulsions 2 6.66 

Headache and Vomiting 14 46.66 

Altered sensorium 1 3.33 

Decreased fetal movements 2 6.67 

High BP 21 70.00 

Epigastric Pain 7 23.33 

PV bleed 1 3.33 

Blurring of vision 1 3.33 

 

Most women presented with High BP recordings, associated with Headache and 

Vomiting.  
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Figure 6: Chief complaints wise distribution of eclampsia patients 
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TABLE 7- WARNING SIGNS 

 

Table7: Presence of warning signs wise distribution of eclampsia patients 

Presence of warning signs No of eclampsia patients % of eclampsia patients 

Headache 14 46.66 

Blurring 2 6.67 

Vomiting 12 40.00 

Epigastric pain 7 23.33 

Anuria 2 6.67 

Majority of the women in the study group had Headache (46.66%, n=14) and Vomiting 

(40%, n=12) as warning signs prior to the onset of convulsions. 

Figure 7: Warning signs wise distribution of eclampsia patients 
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TABLE 8- TYPE OF ECLAMPSIA 

 

Table 8: Types of eclampsia wise distribution of eclampsia patients 

Types of eclampsia No of eclampsia patients % of eclampsia patients 

Ante 23 76.67 

Intra 1 3.33 

Post 6 20.00 

Total 30 100.00 

It was observed that antepartum eclampsia was more common at the time of presentation. 

 

Figure 8: Types of Eclampsia wise distribution of Eclampsia patients. 

 

Ante 

76.67% 

Intra 

3.33% 

Post 

20.00% 



37 
 

TABLE 9- BLOOD PRESSURE READINGS 

 

Table 9: SBP wise distribution of eclampsia patients 

SBP No of eclampsia patients % of eclampsia patients 

<140 5 16.67 

140-159 13 43.33 

>160 12 40.00 

Total 30 100.00 

Mean ± SD 156.33±17.32 

Mean BP recorded in the study group was found to be 156mmHg. 

 

Figure 9: SBP wise distribution of eclampsia patients 
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Table 10: DBP wise distribution of eclampsia patients 

DBP No of eclampsia patients % of eclampsia patients 

<90 1 3.33 

90-109 15 50.00 

>110 14 46.67 

Total 30 100.00 

Mean ± SD 105.33±7.76 

Mean Diastolic blood Pressure was found to be 105 mmHg. 

Maximum blood pressure that we observed in our study was 230/130 mm of Hg. 

Fourteen (46.67%) patients had diastolic blood pressure ≥110 mmHg and 12 (40 %) 

patients had systolic blood pressure ≥160 mmHg. 

Figure 10: DBP wise distribution of eclampsia patients 
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TABLE 11- URINE ALBUMIN LEVELS 

Table 11: Urine albumin levels wise distribution of eclampsia patients 

Urine albumin levels No of eclampsia patients % of eclampsia patients 

Trace 1 3.33 

1 3 10.00 

2 15 50.00 

>3 11 36.67 

Total 30 100.00 

Majority of the women had developed proteinuria at the time of admission. 

 

Figure 11: Urine albumin levels wise distribution of eclampsia patients 

 

Trace 

3.33% 
1 

10.00% 

2 

50.00% 

>3 

36.67% 



40 
 

TABLE 12- MODE OF DELIVERY 

 

Table 12: Mode of delivery wise distribution of eclampsia patients 

Mode of delivery No of eclampsia patients % of eclampsia patients 

Vaginal 9 30.00 

LSCS 18 60.00 

Instrumental 2 6.67 

Majority of women underwent caesarean delivery where most Caesarean sections were 

performed for maternal indications. 

Figure 12: Mode of delivery wise distribution of eclampsia patients 
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TABLE 13- MATERNAL OUTCOME OF ECLAMPSIA 

 

Table 13: Maternal outcome wise distribution of eclampsia patients 

Maternal outcome No of eclampsia patients % of eclampsia patients 

Abruption 9 30.00 

ARDS 2 6.67 

Hellp Syndrome 5 16.67 

Pulmonary oedema 1 3.33 

Renal Impairment 5 16.67 

Postpartum Haemorrhage 13 43.44% 

PRESS /CVA 3 10.00 

DIC/ SHOCK 3 10.00 

OBSTETRIC ICU care 16 53.33 

Death 2 6.67 

 

Atonic PPH was the commonest complication in 13 patients, followed by Abruptio 

Placenta in 9 cases (30%) followed by Renal Impairment and HELLP syndrome. 

53% of the women required SICU stay and there were 2 cases of Maternal Mortality. 
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Figure 13: Maternal outcome wise distribution of eclampsia patients 
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TABLE 14- FETAL OUTCOME OF ECLAMPSIA 

 

Table 14: Fetal outcome wise distribution of eclampsia patients 

Fetal outcome No of eclampsia patients % of eclampsia patients 

Live birth 25 83.33 

IUD-FSB 5 16.66 

LBW 22 73.33 

NICU stay 21 70 

Early Neonatal death 8 26.66 

 

Figure 14: Fetal outcome wise distribution of eclampsia patients 
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TABLE 15- POSTPARTUM HOSPITALISATION 

 

TABLE 15- POSTPARTUM HOSPITALIZATION AND RECOVERY. 

NO OF DAYS NO OF PATIENTS PERCENTAGE 

<7 DAYS 7 23.33 

7-14 DAYS 14 46.67 

14-28 DAYS 8 26.67 

>28 DAYS 2 6.67 

The majority of the women needed to be admitted to the hospital for 2 to 3 weeks, with a 

minimum stay of 5 days and a maximum of 45 days. The average length of 

postpartum stay in the hospital was 16 days. The majority of the women who had 

prolonged hospital stay was for the baby sake only. 

 

FIGURE 15- Postpartum Hospital stay.  
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DISCUSSION 

Both the mother and the newborn are affected by Eclampsia, thus it is 

considered as one of the leading causes of maternal and fetal morbidity and 

mortality. 

My study mainly focuses to study the Maternal and Fetal Outcomes of 

Eclampsia and to study the Maternal and Perinatal Morbidity and Mortality 

in SDM medical college and Hospital, Dharwad, considering the inclusion 

and Exclusion criteria’s. 

In this study majority of the women, (86%) were in the age group of 

21 to 30 years. Mean age group was found to be 26years. 

These results correlate with the results of the study conducted by 

Shobha S. Pillai et al, in which majority of the cases were between the 

age group of 20 to 30years and mean age was found to be 26years
5
. 

In a study conducted by Dan Zhu et al. maternal age was found to be 

an independent factor influencing the occurrence of pre-eclampsia and 

eclampsia and advanced maternal age was also associated with 

increased incidence of Eclampsia
21

. 
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Eighteen (60%) women in the study were not booked antenatally with 

any health care center.  

These results correlate with the results of the study conducted by 

Deepika Pannu et al. In their research article where 56.6% of women 

were unbooked and had received no antenatal care before the onset of 

Eclampsia
11

. 

As a result, good prenatal care plays an essential role in preventing 

complications by recognizing risk factors early and managing them 

appropriately. Because the majority of the participants in this study 

were unbooked, hypertension was not detected early and also because 

most of the women were unaware regarding the risk factors of 

Eclampsia and prevention and diagnosis of Eclampsia. 

 

Twenty-five (86.6%) women in the study were primigravida, results 

of which similar to the results of the study conducted by Shobha S. 

Pillai et al, in which majority i.e., 60.1% of women in the study group 

were primigravida
5
. 
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In my study most of the women n= fourteen (46.6%) were in the 

gestational age group of 32 to 36weeks at time of diagnosis and 

delivery. Mean Gestational age was 34weeks.  

In a study conducted by Neha Saxena et al. in their research article it 

was found that majority of the patients (64%) presented before 37 

completed weeks of gestation, followed by those presenting up to 40 

weeks of gestation, mean age at presentation being 34weeks
22

. 

In a study conducted by Shobha S. Pilla et al. in their research article 

in 2016, 40% of women were in the gestational age group of 33-36 

weeks and mean gestational age was found to be 34 weeks
5
. 

 

The most common risk factor associated with the development of 

Eclampsia in this study was found to be severe pre-eclampsia in eight 

(26.6%) women, followed by h/o Preeclampsia in the previous 

pregnancy and Obesity, these results are in line with the results of the 

study conducted by Manjusha S et al,. in their research article
25

. 

 

Majority of the women i.e., twenty one (70%) women in this study 

group presented with high BP recordings and had the warning signs of 

headache (60%), blurring of vision (30%) and vomiting (40%) prior to 

the episode of convulsions.  
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In a study conducted by Amarjeet Kaur Bava, Yogeshwar Nandanwar 

et al, in their research article had similar results were in majority of 

the women presented with high blood pressure (40%) and had 

headache and vomiting as warning signs
22

. 

 

Majority of the women in the study group (76.67%) had presented 

with Antepartum Eclampsia and was hence found to be more 

predominant than Intrapartum or Postpartum Eclampsia. 

 

Maximum blood pressure that we observed in our study was 230/130 

mmHg. Fourteen (46.67%) patients had a diastolic blood pressure 

≥110 mmHg and 12 (40 %) patients had systolic blood pressure ≥160 

mmHg.  

Majority of them had proteinuria at the time of admission.  

G. Acharya and S. Schultz, 1991 reported severe hypertension in 

57.14% of 15 cases and proteinuria in all cases at the time of 

admission
41

. 

These findings suggest that hypertension and/or proteinuria are risk 

factors for development of convulsions, but convulsions can also 

occur without preceding hypertension and or proteinuria
42

. 
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Majority of women (60%) underwent caesarean delivery where most 

Caesarean sections were performed for maternal indications. 

Mode of delivery is very important because delivery is the only cure 

for eclampsia and it must take place as early as possible after the 

treatment begins
50

. Delivery is always the ultimate goal of treatment 

and will be attempted regardless of how far along the pregnancy has 

progressed. In our study caesarean delivery is the most common mode 

of delivery. Caesarean section was the predominant mode of delivery 

among eclampsia patients as reported by several other studies too.  

If convulsions are effectively controlled and patient is stabilized, 

clinician can wait spontaneous vaginal delivery after inducing labor
51

. 

In my study the most common indication for lower segment caesarean 

section was a previous caesarean section, as these patients with 

Eclampsia were not allowed a trial of labor and a repeat caesarean 

section was performed after stabilizing the patient. 

The other indications for caesarean section were Abruption, fetal 

distress, non-reassuring fetal status, failed induction and contracted 

pelvis. 
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The most prevalent consequence was atonic PPH, which was 

controlled with oxytocin and prostaglandin F2 alpha in 13 cases. 

In two cases, intervention such as bilateral uterine artery ligation was 

required. 

Abruptio Placenta was observed in 9 cases (30%) followed by Renal 

Impairment (16.67%) and HELLP syndrome (16.67%) 

Acute renal failure was observed in 6.67% women. (n=2 cases) 

53% of the women required Obstetric ICU stay and there were 2 cases 

of Maternal Mortality. 

CAUSES OF MATERNAL MORTALITY: 

 CVA 

 Acute Renal Failure. 

 ARDS 

 Pulmonary Oedema. 

 DIC and Shock. 

 

In a study conducted by Murthy S et al, it was found that Puerperal 

sepsis (11%), oliguria (8%), pulmonary edema (6%), and HELLP 

(4.8%) were observed to be the most common complications. And the 

maternal mortality rate due to eclampsia was observed to be 8.4%
34. 
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Postpartum hemorrhage was the most common maternal complication 

in 23.6 percent of cases, followed by partial HELLP in 19.09 percent 

of cases, according to results of another study by Shobha S Pillai et 

al
5
.  Abruptio placenta and HELLP syndrome have also been 

identified as the most common consequences in various other studies. 

Arid M et al, conducted a study results of which stated that the 

incidence of HELLP syndrome was 11% while the incidence of 

Abruptio placenta was 10%. 
46.

  

In a ten-year study done by Igberase et al, Disseminated intravascular 

coagulopathy (DIC), Acute renal failure, cerebrovascular 

accidents and pulmonary edema were the leading causes of maternal 

mortality in eclampsia
36 

, these results were similar to the results of 

my study. 

  

In my study, the perinatal mortality rate was 43.33 percent, 

representing 13 cases, with 5 intrauterine fetal deaths (fresh stillbirths) 

and 8 early neonatal deaths all related to preterm and low birth 

weight and respiratory distress syndrome. There were 73.33% cases of 

low birth weight of which 40% women (9 cases) had Preterm delivery 

(6 cases of late preterm and 3 cases of early preterm delivery) and 13 
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cases had fetal growth restriction. 70% (21 cases) required neonatal 

intensive care.  

In a study conducted by Murthy M et al, the perinatal mortality rate 

was found to be 27.5%, also their results were also comparable to 

another study conducted by Yaliwal et al, which reported it to be 

35%
35. 

In a research undertaken by Shobha S Pillai et al, the perinatal 

mortality rate was 18 percent, representing 20 deaths, of which 7 were 

intrauterine foetal deaths, 3 fresh stillbirths, and 10 early neonatal 

deaths, all owing to respiratory distress syndrome and prematurity
5
.  

South-east Nigeria reported a 22.7 percent perinatal mortality rate, 

while Shahin et al. in Pakistan recorded a 41.6 percent perinatal 

mortality rate
47

. 

 

The majority of the patients had their blood pressure under control 

within a week. Only 7 of the patients were given antihypertensive 

medication at the time of discharge. 

The majority of the women needed to be admitted to the hospital for 2 to 3 

weeks, with a minimum stay of 5 days and a maximum of 45 days. The 

average length of postpartum stay in the hospital was 16 days. The majority 

of the women who had prolonged hospital stay was for the baby sake only. 
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CONCLUSION 

 

 

Eclampsia is found to cause high incidence of maternal morbidity & 

mortality, which is also responsible for high rates of perinatal 

mortality. 

Maternal and Neonatal deaths due to Eclampsia are preventable by 

increasing community awareness about the condition, improving 

antenatal care quality, to identify early warning symptoms and signs 

in order to prevent life-threatening complications.  

The provision of high-quality prenatal health care, appropriate 

investigations, prompt delivery, and intensive monitoring during the 

intrapartum and postpartum periods has the potential to improve 

the maternal and perinatal outcomes. 
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SUMMARY 

This is a study conducted centered in SDM Medical College and Hospital, 

Sattur, Dharwad to study the Maternal and Perinatal outcome, morbidity and 

mortality rates of Eclampsia among the women in this part of Karnataka. 

30 women were taken in to study, considering the inclusion and exclusion 

criteria fulfilled during the study period of one year. 

Most women who presented with Eclampsia in my study were found to be in 

the age group between 20 to 30 years, mean age being 23 years, majority of 

them were not booked with any hospital antenatally and were referred from 

Peripheral Hospitals, of which majority of the women were Primigravida 

between 32-36wks of gestation age and Mean Gestational age in the study 

was found to be 34 weeks. 

Most of the women had History of Preeclampsia in their previous pregnancy 

and had Obesity as one of the most common risk factors, they presented to 

the emergency department with High BP recordings, associated with 

headache and vomiting as warning signs. It was observed that antepartum 

eclampsia was more common at the time of presentation followed by 

postpartum Eclampsia. Maximum blood pressure that we observed in our 

study was 230/130 mm of Hg. Most patients had a diastolic blood pressure 
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≥110 mmHg and systolic blood pressure ≥160 mmHg, and had already 

developed proteinuria at the time of admission. 

Despite the fact that the mode of delivery had no effect on the fetal 

prognosis and outcomes, majority of women underwent caesarean delivery 

where most Caesarean sections were performed for maternal indications. 

Atonic PPH was the commonest complication in 13 patients, followed by 

Abruptio Placenta in 9 cases (30%) followed by Renal Impairment and 

HELLP syndrome.53% of the women required SICU stay and there were 2 

cases of Maternal Mortality. The most common cause of death was found to 

be acute renal failure followed by Pulmonary Edema, ARDS and DIC. 

The perinatal mortality rate in my study was found to be very high i.e., 

43.33%, of which 5 were intrauterine fetal deaths (fresh stillbirths) and 8 

early neonatal deaths all were attributed to preterm delivery, prematurity and 

low birth weight and respiratory distress syndrome. 

BP control was achieved within a week in most of the patients. Most of the 

women required hospitalization for 2 to 3 weeks with a minimum hospital 

stay of 5 days and a maximum of 45 days. 

Thus, in my study Maternal Mortality rate was 6.67% and Perinatal 

Mortality rate was 43.33%. 
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Thus, Eclampsia still remains a major cause of perinatal loss in most centers.  

But however early diagnosis of eclampsia patients, better antenatal care, 

early management of pregnancy induced hypertension, early resuscitative 

measures and good neonatal care facilities can improve the maternal and 

perinatal outcomes. 
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ANNEXURE 1 

 
PROFORMA FOR STUDY:  

“MATERNAL AND FETAL OUTCOME OF ECLAMPSIA IN A TERTIARY 

CARE HOSPITAL” 

CASE NUMBER- 

NAME: 

ADDRESS: 

UH ID: 

IP NUMBER: 

MATERNAL AGE: 

OBSTETRIC SCORE: 

GESTATIONAL AGE: 

OBSTETRIC RISK FACTOR: 

 

CHIEF COMPLAINTS: 

 

 

HISTORY OF PRESENTING ILLNESS: 

H/O MONTHS OF AMENORRHEA- 

C/O PAIN ABDOMEN- YES/NO 

C/O PV LEAK, PV BLEEDING- YES/NO 

C/O HEADACHE, BLURRING OF VISION, VOMITING, EPIGASTRIC PAIN-

YES/NO 

C/O DECREASED URINE OUTPUT-YES/NO 

ANY OTHER COMPLAINTS-  
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OBSTETRIC HISTORY: 

MARRIED LIFE- 

CONSANGUINITY- 

OBSTETRIC SCORE- 

NO OF PREG/GESTATION/ASSO COMPLICATIONS/MODE OF DELIVERY/BABY 

 

 

MENSTRUAL HISTORY: 

LMP- 

EDD- 

DATING- 

PAST CYCLES- 

 

PAST HISTORY: 

ANY PREV HISTORY OF EPILEPSY-YES/NO 

ANY PREV HISTORY OF SIMILAR COMPLAINTS IN PREV PREGNANCY-

YES/NO 

H/O  ANY OTHER MEDICAL DISORDERS COMPLICATING PREGNANCY-

YES/NO 

H/O ANY BLOOD TRANSFUSIONS/ PARENTRAL IRON INJECTIONS 

H/O ANY PREVIOUS SURGERIES-YES/NO 

 

 

FAMILY HISTORY: 
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PERSONAL HISTORY 

GENERAL PHYSICAL EXAMINATION: 

PULSE RATE:                                                                       HEIGHT: 

BLOOD PRESSURE:                                                            WEIGHT: 

TEMPERATURE:                                                                  BMI: 

PALLOR:  

 

SYSTEMIC EXAMINATION : 

CARDIOVASCULAR SYSTEM: 

 

CENTRAL NERVOUS SYSTEM- 

 

RESPIRATORY SYSTEM: 

 

PER ABDOMEN: 

 

PER SPECULUM: 

 

PER VAGINA: 

 

IMPRESSION: 

 

MODE OF DELIVERY- 
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COMPLICATIONS DURING DELIVERY- 

 

 

MATERNAL OUTCOME- 

 

 

 

FETAL OUTCOME- 

 

 

 

 

DURATION OF HOSPITAL STAY: 

 

CONDITION OF MOTHER AT THE TIME OF DISCHARGE: 

CONDITION OF BABY AT THE TIME OF DISCHARGE: 
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ANNEXURE 2 

SDM COLLEGE OF MEDICAL SCIENCES & HOSPITAL 

SATTUR, DHARWAD 580009 

INFORMED CONSENT FORM 

 

I _____________________________________________ declare that I have been 

informed in detail about the dissertation- “MATERNAL AND FETAL OUTCOME 

OF ECLAMPSIA IN A TERTIARY CARE HOSPITAL “and I hereby give consent 

to be included as a subject in it. 

I have also been informed to my satisfaction by the attending doctors of department of 

Obstetrics and Gynaecology, SDM hospital, the purpose of the study which includes to 

study the incidence of eclampsia in SDM hospital and to study the maternal and fetal 

outcome in eclamptic patients in SDM hospital of medical sciences. 

I have been informed to my satisfaction by the attending doctors about the need for 

routine investigations and the cost of the same. I have also been informed about the 

different treatment options and their complications. I give my consent to the attending 

doctor to do a physical examination, record the findings and take photographs 

whenever necessary. All this has been explained to me in the language I understand and 

I fully consent for the same. 

I am also fully aware that at any point of time I can withdraw myself from this study. 

I also give full consent to use the data obtained during the study for the purpose of 

publication in professional journals. 

 

Signature of the doctor (investigator)             Signature of the patient / relative 

 Name of the doctor (investigator)                           Name: 

                                                                         Relationship 

                                                                         Address: 

 

Date:                                                                          Place: 
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ANNEXURE 3 

                       &       

    ,      580009 

          

 

 

   _____________________________________________    t           

                         - “                   

                       ”                     

        ಈ                 . 

ಎಸ್ಡಿಎಂಆಸ್ಪ ತೆ್ರಯಲಿ್ಲ ಪೆ್ಸೂತಿಮತ್ತು ಸ್ತು ರೀರೀಗವಿಭಾಗದಹಾಜರಾದವೈದಯ ರು,

ಎಸ್ಡಿಎಂಆಸ್ಪ ತೆ್ರಯಲಿ್ಲ ಎಕಿ್ಲಪಿ್ಸ ಯಾಸಂಭವಿಸುವಿಕೆಯನ್ನು ಅಧ್ಯ ಯನ

ಮಾಡುವುದುಮತ್ತು ಎಕಿ್ಲಂಪಿ್ಸ ಕ್ರೀಗಿಗಳಲಿ್ಲ ತಾಯಿಯಮತ್ತು ಭೆ್ರಣದ

ಫಲ್ಲತಾಂಶವನ್ನು ಅಧ್ಯ ಯನಮಾಡುವುದುಒಳಗಂಡಿರುವಅಧ್ಯ ಯನದ

ಉದ್ದ ೀಶದಂದನನು ತೃಪ್ಸು ಗೆತಿಳಿಸ್ಲಾಗಿದ್.ವೈದಯ ಕೀಯವಿಜ್ಞಾ ನಗಳಎಸ್ಡಿಎಂ

ಆಸ್ಪ ತೆ್ರ . 

ವಾಡಿಕೆಯತನಿಖೆಯಅಗತಯ ತ್ರಮತ್ತು ಅದರವೆಚ್ಚ ದಬಗೆೆ ಹಾಜರಾದವೈದಯ ರುನನು 

ತೃಪ್ಸು ಗೆತಿಳಿಸ್ತದ್ದದ ರೆ.ವಿಭಿನು ಚಿಕತಿಾ ಆಯೆ್ಕ ಗಳುಮತ್ತು ಅವುಗಳತೊಡಕುಗಳಬಗೆೆ 

ನನಗೆತಿಳಿಸ್ಲಾಗಿದ್.ಹಾಜರಾದವೈದಯ ರಿಗೆದೈಹಿಕಪ್ರಿೀಕೆೆ ಮಾಡಲು,

ಸಂಶೀಧ್ನೆಗಳನ್ನು ದ್ದಖಲ್ಲಸ್ಲುಮತ್ತು ಅಗತಯ ವಿದ್ದದ ಗಾ ಯಾಚಿತೆಗಳನ್ನು 

ತ್ರಗೆದುಕೊಳಳ ಲುನಾನ್ನನನು ಒಪ್ಸಪ ಗೆನಿೀಡುತ್ರು ೀನೆ.ನಾನ್ನಅರ್ಥಮಾಡಿಕೊಳುಳ ವ

ಭಾಷೆಯಲಿ್ಲ ಈಎಲಿ್ವನ್ನು ನನಗೆವಿವರಿಸ್ಲಾಗಿದ್ಮತ್ತು ಅದಕೆ್ಲ ಗಿನಾನ್ನ

ಸಂಪೂಣಥವಾಗಿಒಪ್ಪಪ ತ್ರು ೀನೆ 

ಯಾವುದೇಸ್ಮಯದಲಿ್ಲ ನಾನ್ನಈಅಧ್ಯ ಯನದಂದಹಿಂದ್ಸ್ರಿಯಬಹುದುಎಂದು

ನನಗೆಸಂಪೂಣಥವಾಗಿತಿಳಿದದ್. 

ವೃತಿು ಪ್ರಜನಥಲ್ಗಳಲಿ್ಲ ಪೆ್ಕಟಣೆಯಉದ್ದ ೀಶಕೆ್ಲ ಗಿಅಧ್ಯ ಯನದಸ್ಮಯದಲಿ್ಲ 

ಪ್ಡೆದಡೇಟಾವನ್ನು ಬಳಸ್ಲುನಾನ್ನಸಂಪೂಣಥಒಪ್ಸಪ ಗೆನಿೀಡುತ್ರು ೀನೆ. 

 

        (      )                                  /          
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