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ABSTRACT

Background: Preeclampsia is a multisystem disorder involvingcphta, kidney,
liver, blood, cardiovascular and neurovascularemwystoccurring exclusively during
pregnancy whose etiology is not known. It occurs approximately 5-7% of
pregnancies. It is an important cause of morbidgywell as mortality in both the
mother and fetus. Features of severe preeclampsilude severe proteinuria,
hypertension, symptoms of central nervous systesfudgtion, hepatocellular injury
thrombocytopenia, oliguria, pulmonary edema, ceredscular accident, and FGR.
Women with severe preeclampsia must be hospitatzéy to stabilize the disease.
Objective: To study the fetomaternal outcome in severe prareusia.

Materials and methods:The present prospective observational study wagdaout
at Dr. Prabhakar Kore Hospital and MRC”, Belagatiaghed to KAHER'’s
Jawaharlal Nehru medical College, Belagavi from Jstuary 2021- 31st December
2021 . Pregnant women with severe preeclampsisfygag inclusion and exclusion
criteria admitted in labor room at tertiary caratce were included in the study.
Results: The maximum age observed was 41 years and thenonimiage observed
was 19 years. The mean gestational age at diagwasis35.32 weeks with standard
deviation of 3.7 weeks. Among the study populatit?14% women underwent LSCS
in comparison to 22.4% women who delivered vagynalut if which 3 had
instrumental delivery (ventouse). In our studiycreased incidence of HELLP in
32.4% patients, abruption in 30%, PPH in 22%, BEHELLP in 16.2% , pulmonary
edema in 11% , eclampsia &DIC in 8.1%he incidence of prematurity was 55 % and
IUFD were 7% in the study.

Conclusion: Life threatening complications like eclampsia,giiron, HELLP, DIC,

and pulmonary edema were more common in unbookddsawere pre-eclampsia

Xi



category. Good antenatal care, early diagnosis @mnthpt treatment can prevent

severe pre eclampsia and eclampsia.

Keywords: Severe preeclampsia, HELLP syndrome, maternal mecgerinatal

outcome.
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I ntroduction

INTRODUCTION

Preeclampsia is a multisystem disorder involviragphta, kidney, liver, blood,
cardiovascular and neurovascular system, occueketusively during pregnancy It
occurs in approximately 5-7% of pregnancies. #ndmportant cause of morbidity as

well as mortality in both the mother and fetus

Pre-eclampsia is defined as multisystem, multifactorial diseag¢h blood
Pressure (B.P) reading ®140/90 mm Hg on two occasions 4 hours apart and0d
g protein in 24hour urine specimen after 20 weekgestation in a previously
normotensive womargever e pre-eclampsia is B.P reading 0£160/110 mm Hg and
with/without >5 g protein in 24hour urine specim@arsymptoms of end organ damage
like deranged LFT, thrombocytopenia, oliguria, akulisturbances, pulmonary
oedema efc Eclampsia is defined as generalised tonic clonic seizured A
unexplained coma in a woman with pre-eclampsia-eel@mpsia is considered early
onset if elevation of blood pressure and protemwtccur before 34 weeks of

pregnancy.

The incidence of pre-eclampsia is reported a®4/ @&hd severe pre-eclampsia
as 3.3 %. Pre-eclampsia alone accounts for 12—@Braternal mortality. The highest
maternal mortality rate due to pre-eclampsia regubih developing country is 0.4 %.

Besides, it is associated with a fivefold increimsperinatal mortalit§.

It is estimated that the global maternal mortdiiythe year 2017 was more than
303,000, and low and middle-income countries actalifor approximately 99% of

the global maternal deaths due to severe pre-eslamphe sub-Saharan Africa
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I ntroduction

countries alone accounts for 66% (201 0000 whigeShuthern Asia region accounted

for 66,000 maternal mortality in 2027

Hypertension and its complications is ranked thasl a leading cause of
maternal mortality, responsible for over 17% of ena&l death$. Even in developed
countries, women still die from severe pre—eclamp@aid eclampsia. There is an
increased risk of acute renal failure, cardiovascahd cerebrovascular complications,
abruption placenta, disseminated intravascularwa#gn, and even maternal death in
patients with severe pre-eclampsia .So, early disignand close monitoring of

preeclampsia plays a vital role in preventing dmplications.

Up to 10% of women have elevated blood pressunesgitheir pregnancies.
Three to eight percent of these women in develammatries develop severe pre-
eclampsia and up to 0.56 /1000 births are comjglithy eclampsia. Due to absence
of epidemiological information in many low and mielédhcome countries; lack of effort
and capacity for data collection and reportingitdi\statistics, the exact prevalence of
pre-eclampsia and associated morbidity and mortéiim low and middle income
countries is unknown. The WHO reported an ovena/alence of 2.2% ranging from

1.4% in the middle east region to 3.9% in the Africegiorf.

Pre-eclampsia and eclampsia are significant carttsiis to the global burden of
maternal and perinatal mortality with severe prex@psia being responsible for an

estimated 10% of maternal deaths annuially

In the WHO Multicountry Survey study, women withveee pre-eclampsia or
eclampsia had an odds ratio of perinatal deathG§93% CI 2.7 -3.3) and 4.9 (95% CI

4.1-5.9) respectively;
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It is found that 3-5% of first pregnancies are ctiogped by pre-eclampsid.
In a study conducted in Mumbai Maharashtra revetilatithe percentage prevalence
of severe pre-eclampsia among pregnant women ist &086*%. In a study done in a
tertiary care hospital in Belgaum district showédttthe incidence of severe pre-

eclampsia among pregnant women is about%%

Eclampsia was the major cause of death and atedudor 51.1% of the
hypertensive death’. There were 29.3% deaths from preeclampsia, 5%ciged
with chronic hypertension, 12.7% were due to HEldyAdrome and 1.3% related to
rupture of the liver, while pulmonary oedema acdedrfor 27% of cases Cerebral

causes were the final cause of death in 51.1% ¢témme death8.

In spite of advances in medicine, severe pre-guigrand eclampsia continue
to remain leading causes of maternal and perinabaiality and morbidity throughout
the world®. Severe pre-eclampsia can lead to multiple lifedatening complications
like eclampsia, cerebral haemorrhage, cardiovasadmplications, hepatic failure,
acute renal failure, pulmonary oedema, ARDS, DIELHP syndrome, retinal
detachment, cortical blindness, hypoxic cerebralage and even maternal death .Fetal
morbidities include preterm delivery, small for g®on , fetal growth restriction ,still

birth , low birth weight babies are also fetal cdications of severe pre-eclampsia

The incidence of severe pre-eclampsia can be rdducéetter antenatal care,
early recognition and prompt treatment to the womé@ime clinical management of
severe pre-eclampsia has gone through many chaogesiuce both maternal and
perinatal mortality and achieve good results whid introduction of various treatment

regimes. The triad of hemolysis elevated liver eney and low platelets poses a serious
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threat to maternal and fetal outcome. Hence thidystvas undertaken to study the
maternal and perinatal complications in severegotampsia.

In cases of severe pre-eclampsia or eclampsia guodelines recommend
expeditious delivery regardless of gestational agearticular when pre-eclampsia is
complicated by the HELLP syndrome . In recent yeassmethods for monitoring
maternal and fetal wellbeing improved, these gingsl have been challenged and
attempts have been made to postpone deliveryraisoren with severe pre-eclampsia
remote from ternt?. However, recent reports of small series of paieémdicate that
such an approach could be associated with increaagetnal morbidity, attempts have
been made to postpone delivery also in women veitler® pre-eclampsia remote from
term.

Access to perinatal care, early detection of teerder, careful monitoring, and
appropriate management are crucial elements ipréhention of severe pre-eclampsia
related deaths.

The ultimate treatment for severe pre-eclampdia sevent potential maternal
complications and to deliver the patient. Howewisljvery is not always in the best
interest of the fetus. The rationale for delayiraivery in these pregnancies, is to
reduce perinatal morbidity and mortality by delivef a more mature fetus and to a
lesser degree to achieve a more favorable cervix.

The main treatment option is to deliver the patidite time interval from
admission to delivery is a major factor influencmgternal and fetal outcomes.

Ours being a tertiary care center, that receivesyntamplicated cases as an
emergency from peripheral centre maternity climacgl nursing homes the present
study is undertaken to find out maternal and p#inaoutcomes in severe pre-

eclampsia.
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Aims and objectives

AIMSAND OBJECTIVES

» To study the materna and fetal outcomes in severe pre-eclampsiain ateritary care

centre.
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Review of literature

REVIEW OF LITERATURE

Background:
The hypertensive disorders in pregnancy comprieeersl disease and
Syndromes associated with high blood pressure.didwrders were called toxemias

of Pregnancy, but that term is an ambiguous mismome

Hypertension may antedate conception or a risenglugestation, or in the
early puerperium. It is often accompanied by edemd proteinuria separately or
together and occasionally it culminates in conwusi and coma. The combined
prevalence and incidence of the hypertensive dessrith pregnancy is probably about
6 percent, although wide variations have been adleg relation to geographic, racial
and socio economics factors.

The hypertensive disorders pose a serious thoetdiet fetus and to the new-
born infant who is often delivered prematurely eitfollowing spontaneous labour or

by therapeutic termination of pregnancy.

History of Pre-eclampsia:

The current hypothesis of pre-eclampsia is a desood maternal and fetal
incompatibility. This is consistent with the knowtge that pre-eclampsia is more
likely when there is an usually large trophoblastssias with vesicular pregnancy,
placental hydrops and multiple pregnancies and shbow Chung et al., 1964
(Clinical Observations on some aspects of hydatifar mole journal of obstetrics
and gynaecology British Commonwealth ) Jeffcoate ah Scott 1959 - some
observation of placental factor in pregnancy toxena American journal of
obstetrics Gynaecology ).In these circumstances it is postulated that imenun

regulatory mechanism of normal pregnancy are ovelwld by the size of antigenic
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load of placenta, particularly as moles as androgén origin and this fact is

reassured by Kojil and Ohamma 1977

CLASSIFICATION OF HYPERTENSIVE DISORDERS IN PREGNAN CY:

GESTATIONAL HYPERTENSION

- Hypertension first time during pregnancy.

- No proteinuria

- BP returns normal twelve weeks postpartum.

PRE-ECLAMPSIA & ECLAMPSIA

- Hypertension diagnosed after 20 weeks of gestatio

- Proteinuria
- Associated with other signs & symptoms of prexexisia
- Eclampsia associated with seizures that canndttiobuted to other causes like

space occupying lesions, seizure disorders, hgaxy iand electrolyte imbalance.

PRE-ECLAMPSIA SUPERIMPOSED ON CHRONIC

HYPERTENSION:

- New onset proteinuria in hypertensive women d¥tenty weeks gestation

CHRONIC HYPERTENSION:

- Hypertension before pregnancy

- Hypertension diagnosed before twenty weeks ajnaecy not attributable to
trophoblastic disease or multiple pregnancy. Hygesion diagnosed 1st

diagnosed after twenty weeks gestation &persidiepond 12 weeks postpartum.
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MINIMUM CRITERIA OF DEFINING SEVERE PREECLAMPSIA (A COG) %6
A diagnosis of severe pre-eclampsia should be taimed in women with new

onset proteinuria hypertension and one or morbefdllowing complications:

I. Severe elevations of blood pressur£60/110mmHg on 2 occasions at least 6 hours
apart.

II. Proteinuria (>59/24h)

[1l. Oliguria <500cc/24hrs

IV. Cerebral, visual symptoms like blurred visi@totomata , altered mental status,
severe headache.

V. Symptoms of liver capsule distention (right upgaadrant or epigastric pain)

VI. Pulmonary edema or cyanosis

VII. Thrombocytopenia (<100000 platelets / mm3)

VIII. Hepatocellular injury (serum transaminasedkey 2 times normal)

IX. Fetal growth restriction

RISK FACTORS:

The most predictive risk factors of pre - eclaifapgere mean arterial pressure
and parity. The risk with mean arterial pressure 8% when < 75mm Hg and 27% if
> 85 mm Hg. Risk was 26% is nulliparous where & 17 parous patients.

There is increased risk of pre - eclampsia i with periodontal disease
and systemic inflammation early in pregnancy witlRP> 75th percentile). Recent
study demonstrated a significant association betwaaternal thrombophilia and
severe pre-eclampsia. Maternal and paternal gefaatiors increase the risk of pre -

eclampsia.
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Pregnancy associated:
- Chromosomal abnormalities
- Hydatidiform mole
- Hydrops fetalis
- Multiple gestations.
Maternal specific:
- Primiparity
- Age <20 & > 35 Yrs.
- Previous pre-eclampsia
- BMI > 35
- Family history of pre-eclampsia.
- Gestational diabetes or pre existing diabetes.
- Chronic hypertension.
- Nephropathy.
- Thrombophilias.
Paternal Specific:
- First time father
- Previously fathered a pre-eclampsia pregnanenaher

woman.
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THEORIES ABOUT CAUSES OF PREECLAMPSIA :
1. Immunological mechanism - BARDEQUEZ'4

There is immunological resistance to invading taiphst by maternal
immune system. Blocking antibodies and T helpetscehterleukins, interferon,
growth factors play a major role. This results madequate trophoblast invasion of
myometrial spiral arterioles.
2. Genetic predisposition - CHESLEY & COOPER 1986°
Susceptibility is by both single gene and multifei@l inheritance.
a. Women with angiotensin gene variant T232 hackaged incidence
b. There is higher incidence of factor V Leiden atiain in pre-eclamptic patients
3. Increased pressor response to angiotensinogen-IARBDUL
KAREEM 1961 16
4.Altered vasoactive factors : VOLHARDT 191833
a. Endothelin - 1. A potent vasoconstrictor produlog endothelium is increased.
b. NITRIC OXIDE: A potent vasodilator is decreas@@hang et al .)
c. Reversal of PGI2 to TXA2 and vit.E ratio
d. Vasoactive maternal factor (VMF) has been imgdote cause the endothelial
changes involved in the pathophysiology of PIH.
5. Oxidants and Antioxidants

Hubal et al have confirmed that pre-eclampsia may have itsirorig a
disturbed oxidation mechanism. Under normal coodgiequilibrium is maintained
by antioxidants. With increase in severity of potaepsia there is increase in lipid
peroxidase and reduction in antioxidants. Vit Hdiperoxidase cause endothelial

damagée*.
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6.Endothelial dysfunction: HAYMAN & ASS 2000 3%

Deficiency in trophoblastic invasion of placentébdd spiral arteries leads to
poorly perfused fetoplacental unit. This resultsétretion of plasminogen activator
inhibitor, into the maternal circulation leading &ativation of endothelial cells to
promote coagulation and increased sensitivity sbpeessor agents. Banker and Coll
1995 have shown that BEGF levels are increasedrums of PE which may activate

endothelial cells and release of inflammatory sarsgs™®.

7.Placental proteins
Corticotrophin releasing factor, HCG, Activin A/hibin A are said to play a role.
8. Dietary deficiency: DAWSON, KELLY & Coauthors Mac Gillivray viewed
the evidence for a role of dietary deficiency inhmdogy of PE . It was concluded
that when concentration of calcium is low in ex¢ellular fluid, amount of ionic
calcium entering cell wall increases making vascafaooth muscle more sensitive
to excitation.
9. Hyperhomocystinemia: COLLER ET AL 37

Presence of infarcts retroplacentally is said tacéese of elevated levels of
circulatory homocysteine. This is due to atherémised at placental site.

Elevated levels damage endothelium by H202 geweraképletes nitric oxide
mediated detoxification of homocysteine. Elevatedels of factor V increase in

prothrombin activation.
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Figure 1: Risk factors in severe pre-eclampsia
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Figure 2: Genesis of Pre-eclampsia as a two stagsehse
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AETIOPATHOGENESIS:

The exact etiology of pre-eclampsia is unknowre-&glampsia is a two-stage
disorder. The theory was propounded by Redman alidagues. According to this
stage, one is preclinical and characterized by ptawrentation or faulty endovascular
trophoblastic remodeling of uterine arteries whaduses placental hypoxia. Stage
two is caused by oxidative stress which causesdllease of placental factors into the
maternal circulation. This in turn causes a systeimflammatory response and
endothelial activation results in clinical syndrar® pre-eclampsia and intrauterine
growth restriction.

ABNORMAL TROPHOBLASTIC INVASION:

In normal pregnancy, spiral arteries of the plagerire invaded by
cytotrophoblast and the elastic and muscular lagegsreplaced by fibrinoid. In the
second trimester second wave of cytotrophoblastivasion transforms the
myometrial segments of spiral arteries into widedthed vessels unresponsive to
vasomotor stimuli. Blood supply is transformed fr@nmhigh resistance low flow
system to a low resistance high flow system toease uteroplacental flow and meet
the needs of the fetus. In pre-eclampsia primaryewaf trophoblastic invasion is

impaired and the secondary wave fails to occur.
ABNORMAL ANGIOGENESIS:

Angiogenesis and Antiangiogenesis factors involwedplacental vascular
development .There is imbalance in these factdisrd excess antiangiogenic factors
produced as a result of hypoxia. Trophoblast preduat least two antiangiogenic

peptides in angiogenic factors like vascular eneliahgrowth factor [VEGF}°.
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Endothelial cell dysfunction and vasospasm:

Endothelial cell dysfunction is the most importdattor in pre-eclampsia.

Antiangiogenic and metabolic factors and other amiinatory factors provoke

endothelial cell injury. Another theory is lipid noidation is stimulated by free

oxygen radicals because of oxidative stress. Cyesklike tumor necrosis factor and

interleukins also contribute to pre-eclampsia. #uses endothelial cell injury,

modifies nitric oxide production, and interferegiwprostaglandin balance. Increased

capillary permeability manifests as edema and prot&.

Figure 3: Pathogenesis of severe pre-eclampsia
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Figure 4: Trophoblastic invasion in severe pre-eclapsia
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ALTERATION IN NITRIC OXIDE AND PROSTOGLANDINS:

Prostacyclin is a prostaglandin produced by thewas endothelium. It is a
powerful vasodilator and inhibitor of platelet aggation. Nitric oxide is another
potent vasodilator produced by the endothelium.oftitoxane is produced by
platelets and causes vasoconstriction and plaggtegation. In a normal pregnancy,
there is an increased production of prostacyclsulteng in vasodilatation. Damaged
endothelial cell lead to reduced production of initoxide. So in pre-eclampsia
vasospasm and platelet activation and adhesionr®cand activation of the

coagulation system also occifs

Figure 6: Immune factors and inflammatory responsen severe pre-eclampsia
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Figure 7: Factors involved in pre-eclampsia
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METABOLIC FACTORS :

Central obesity and insulin resistance are riskofacfor pre-eclampsia. In
pre-eclampsia there is a dramatic increase enfaty acids and triglycerides
GENOTYPE AND PHENOTYPE:

There is a definite inherited maternal component pre-eclampsia.
Phenotypes will differ among genotypes dependingnteraction with environmental
factors.

IMMUNOLOGICAL FACTORS:

Invasion of trophoblast into myometrium and decidsacontrolled by
immune mechanism. The decidua contains lymphogldis predominantly natural
killers .The NK cells express KIR receptors ,whickcognise the LA classl
molecules. The NK cells VEGF, PLGF, and Angioten&nwhich bring about

maternal placental bed vascular changes .
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MOFFET KING and colleagues studied the HLA C-NKII ceeceptor
interaction and they stated that each pregnanapigue because of the NK cell KIR
—HLA C interaction .Mothers with absent or decreblK&Rs which interact with HLA
C group have increased propensity towards pre-git.

PATHOPHYSIOLOGY :
Changes because of vasospasm and endothelial diiefun
PLACENTA:

The typical vascular lesion is termed acute atheroSthe decidual arteries
leads to fibrinoid necrosis, macrophages and mocieauinfiltration. Result in intra
uterine growth restriction oligohydraminios , platsd abruption and ultimately fetal
demise.

KIDNEY :

Main pathology in kidney is glomerular and tubuldysfunction and
glomerular endotheliosis and swollen endothelidlscethich occurs due to fibrin
deposition.Glomerular dysfunction lead to reducdédmgrular filtration rate and
creatinine clearance. Acute renal failure occursallg due to acute tubular necrosis
which is reversible. Rarely it lead to irreversibtbanges due to acute cortical
necrosis. Tubular dysfunction manifest as hypeaancia . Proteinuria occurs due to
increased capillary permeability.

LIVER :

Periportal thrombosis , fibrin deposition, hemogés and necrosis seen in
liver. There is an increase in enzyme levels [SE®RT] and clinical jaundice can
occur. Liver changes are responsible for nauseavanidting. Small hemorrhages
may coalesce to form a sub scapulars haematomad waicses stretching of glisson’s

capsule, and epigastric pain.Catastrophic rare toatipn is liver rupture. The
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typical vascular lesion is termed acute athero$ithe decidual arteries leading to
fibrinoid necrosis, macrophages and mononucledtratfon resulting in intrauterine

growth restriction, oligohydraminios, placental gition and uiltimately fetal demise.

PATHOPHYSIOLOGY :

CARDIOVASCULAR SYSTEM:

Three major changes in the cardio vascular system

1. Increased cardiac afterload caused by hypertension

2. Diminished cardiac preload due to the diminishepenyolaemia of

pregnancy in pre-eclampsia .

3. Endothelial cell activation with increased ckgpyl permeability which

causes extravasation of fluid from the intravasctdaxtravascular space and

into the lungs resulting in pulmonary edema. Hermmgeatration is the

hallmark of pre-eclampsia so women with pre-eclampsd eclampsia are sensitive

to fluid therapy and easily can develop pulmonatgrea .

BLOOD AND COAGULATION :

Endothelial dysfunction lead to activation of plate and the coagulation system. By
activation of tissue factor on the endothelium Kssin subclinical to frank DIC.
Resulting in consumption coagulopathy which agesult in thrombocytopaenia.This
can be demonstrated by the presence of schistmycBtar cells and fragmented red

cells in peripheral blood and also by elevatedat@ctiehydrogenase levels.
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BRAIN:

In the brain main pathology is cerebral vasospasmall cerebral
hemorrhages , thrombosis and fibrinoid necrosis @ecur. Cerebral edema also
occurs . Massive cerebral haemorrhage may be tree qamplication in severe
hypertension .In CT imaging may show localized hyipense lesions at the gray-

white matter junction ,primarily in the occipitaldes. This is known as PRES .

EYES:

Retinal vasospasm is the most common finding .Hadmge and
papilloedma are rarely seen in severe hypertensimual disturbances are common
and are due to edema of the occipital lobe. Cdrbtiadness occurs rarely due to
occipital edema . It is temporary. Blindness casoabccur due to involvement of
lateral geniculate nuclei and retina.In Retina @hia , infarction, or retinal

detachment can occur. Prognosis is usually gooderetsible following delivery.

CLINICAL MANIFESTATIONS :

Hypertension in pregnancy is generally asymptomarid diagnosed during
antenatal check up. Sudden onset, excessive wgdgt generalized edema affecting
the face, hands and ankles, particularly non-degr@ndedema, epigastric or right
upper quadrant pain, headache and visual compliketscotomata , blurred vision
or rarely blindness in a woman with hypertensioe #&atures of severe pre-
eclampsia. Symptoms of blurred vision and severegdized or occipital headache
are suggestive of accelerated hypertension andndipg eclampsia. On physical
examination, particular attention should be paith®apex beat; the second sound at

the aortic area may be accentuated . Ophthalmasespmination is an essential part
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in the examination .In most women especially withdnpre-eclampsia, fundus is
normal. Women with long standing preexisting hypesion ophthalmoscopic
findings such as silver — wiring ,tortuosity of thderioles and arteriovenous nipping

is seen. The grave sign is the development of ledgina.

PREVENTION:

Low dose aspirin in women is at high risk for deyghg disease. Dietary
supplements like magnesium, antioxidants, marite,@nd folic acid do not reduce

the incidence of pre-eclampsia.

COCHRANE REVIEW (2012) which included over 15,0060men did not reveal any
evidence of improvement of pregnancy. L-argininkeioan supplementation ,vitamin
C, vitamin EB carotene was used in the prevention of severe@enpsia . However

the studies investigating so far are having cotifiicresults™.

REST: COCHRANE REVIEW (2006) showed that there wasgnificant reduction

in the relative risk of pre-eclampsia .

EXERCISE AND PHYSICAL ACTIVITY :

Prospective study failed to show the reductiorharelative risk of pre-eclampsia.
REDUCED DIETARY SALT :

Two trials conducted showed there was no correlatias observed.

ASPIRIN AND PLATELET AGENTS :

Aspirin is an anti-platelet aggregator so improbésod flow by preventing
the formation of micro thrombi within the vessefslarge randomized control trial

,the Collaborative Low Dose Aspirin Study in Pregoa (CLASP) .1t showed a non
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significant reduction of 12%in pre-eclampsia. Sigant reduction of protein uric
pre-eclampsia in a group of women who were at higf of Developing early onset
pre-eclampsia leading to preterm delivery, wheriresas started early in the 2nd
trimester. The study showed that low dose aspias generally safe for the fetus and

neonate?

Maternal Outcome:
Women with severe pre-eclampsia are at increas&dat abruptio placenta,
acute renal failure, disseminated intra vasculaguotation, cerebral haemorrhage,

pulmonary edema, circulatory collapse .

Murphy and stirrat studied 71 pre-eclampsia woméh gestational age less
than 30 weeks and reported 21% had developed HEyhBrome, 15% had abruptio
placenta, 13% had renal failure and 1.4% eclamipgtano maternal mortality was

observed®.

Al —Mulhim et al reported that the commonest complication to beugthy

placenta®.

Perinatal Outcome:

Perinatal outcome is usually dependent on one oe wiothe following:
1. Gestational age at the time of delivery.

2. Gestational age at the onset of pre eclampsia.

3. Presence of multiple gestation.

4. Severity of the disease.

5. Presence of other medical disorders.
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Pre-eclampsia accounts for more than 40% of presmadeliveries and there is a

substantial increase in the risk of low birth weighd SGA babies .

In a study performed bgdegard et al compared 307 live singleton born to
pre-eclampsia women to 619 controls, pre-eclamg@sdhsevere pre-eclampsia were
associated with a 5% and 12% reduction in birthgiverespectively, and birth weight

was 23% lower than expectéd

Magee et alin a multi centric retrospective study found obatt 16% of pre-

eclampsia pregnancies being complicated by birtightdess than third percentifé

Very low birth weight (VLBW less than 1500 gramsdaextremely low birth weight
(ELBW, less than 1000 grams) babies often requéradmission to hospital in the

first two years for respiratory infections .
EXPECTANT MANAGEMENT:

There have been 15 non randomized non controlliads tto assess the
benefits of expectant management in pregnancy leet\®d to 34 weeks and showed
an average of 10 — 14 days prolongation of pregnanccases of severe pre-
eclampsia without increase in maternal morbidity these trials are not reliable as
they lack randomization.

However, since 1990 only one maternal death has beeorted in literature
among 1677 women who underwent expectant management
RCOG AND ACOG RECOMMENDATIONS:

AIM:-
To prolong pregnancy in severe pre-eclampsia woraerote from term in order to

improve perinatal outcome without increasing matemorbidity or mortality.
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PLACE:-

Management is best accomplished in a tertiary cating with senior
obstetric consultants, obstetrician gynecologisaséd in management of high risk
pregnancy, experienced staff. Candidates deperadmumber of factors like maternal
and fetal conditions as well as gestational ageerdhs no place for expectant
management in gestational age <26 weeks as theneciisase in perinatal and

maternal morbidity and mortality .

Expectant Management in FGR: - studies have shdhatdin women with
severe pre-eclampsia at 24 — 33 weeks FGR is assdcwith high risk of fetal
mortality but does not cause maternal complicatiamsl may benefit from

prolongation of pregnancy beyond 48 hours thaedgired for the action of steroids

26

MANAGEMENT OF PRE-ECLAMPSIA:

Natural course of pre-eclampsia is blocked at #eoisdary and tertiary level
of prevention. Early detection and treatment adogrdio severity reduces the
complications ,thereby reduce the morbidity and tality, which results in better
maternal and neonatal outcome. Evidence basedqeantd setting a protocol in the
management of acute onset severe hypertension eiregh@mpsia and eclampsia

improves an immense outcome.

NICE guidelines state that intravenous or oral tallog oral nifedipine and
intravenous hydralazine may be the 1st line of rganeent of severe pre-eclampsia
25 Magnesium sulphate regimen to be consideredsa ofeclampsia and imminent

eclampsia . In case of severe pre-eclampsia 3ftaveeks of gestation induction of
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labour should be considered. The patient is dedivdry induction or cesarean section
depending on the obstetric and fetal indicationd #re benefits of termination is

weighed against potential risk of continuation tégnancy.

If pregnancy is less than 34 weeks betamethasomg 22doses 24hours apart
for the benefit of baby is given . It will accelexdung maturity , reduce the incidence
of intra ventricular haemorrhage and necrotisintgcolitis. Likewise patients with
gestation of<34weeks with imminent symptoms , signs of multiordailure, non

reassuring fetus, and eclampsia are delivered|asigni

A recent review states expectant managemenpatiants with pre-eclampsia
at a gestational age between 24 and 33 weeksaife @sd a better practice and is said

to bring prolongation of pregnancy for 7 to 10 days

Criteria for termination of pregnancy for patiemts expectant management are as

follows:

@ Uncontrolled blood pressure

@ Imminent signs and symptoms of pre —eclampsia

@ Nonreassuring fetal cardiac status

@ Oligohydraminios

@ Elevated liver enzymes

@ Oliguria

@ Elevated liver parameters especially serum crigegticoncentration

@ Elevated liver enzymes
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@ Development of Hellp syndrome

@ Pulmonary edema

Pre-eclampsia is an unpredictable disorder, oriiyite cure is termination of
pregnancy. Management depends upon the severigedse and period of gestation.
If the pregnancy is 37 weeks are more electivedtida of labour may be performed
when particularly if association of proteinuria.n®@ of delivery depends upon the

gestational age ,fetal lung maturity,and most irtgoaty severity of disease.

MATERNAL SURVEILLANCE

Blood pressure should be checked at least 4 tintesyaUrine albumin once
in two days. Biochemical parameters including fildod count, kidney function test
,electrolytes, liver enzymes,and serum bilirubiowd be checked once in two days .

Ophthalmic examination to be done on admissionbearepeated if required.

FETAL SURVEILLANCE:

Fetal well being can be monitored by NST and BIORBHYAL PHYSICAL
(BPP) .NST is performed usually twice a week .luese cases twice daily can be
done weekly. Fetal growth must be monitored byaskinagraphy Amniotic fluid
volume can be assessed periodically. Doppler suatie useful,in case of intrauterine
growth restriction .1t helps in deciding the freqag of monitoring and optimal time
of delivery. Doppler is velocimetery method star&@8 and 30 weeks .Repeated at 2

to 4 weeks intervals.
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MODE OF DELIVERY:

Preferred mode of delivery for pre-eclampsia isinvalg Cesarean section
may be indicated in cases of fetal distress , reakmtation, placental abruption or
placenta previa . In case of severe pre-eclampsite from term caesarean section
may be advisable due to the chances of prolongdduasuccessful induction and

fetal compromise .

INTRA PARTUM MANAGEMENT.

Blood pressure should be measured every two héims.is to maintain the
diastolic BP below 110mmhg and systolic BP belovorhfhhg .Urine output and
signs of impending Eclampsia to be monitored cdlseftclampsia prophylaxis to be
given in case of severe pre-eclampsia and impergh@gclampsia. Continuous fetal
monitoring should be done.Adequate pain relief Ipydiral anaesthesia avoids the
risk of aspiration and difficult intubation due édema of the airway.Ergometrine to
be avoided because it will cause intense vasodotisir may lead to hypertensive

crisis.

MATERNAL COMPLICATIONS :

@ Eclampsia

@ Cerebrovascular accident

@ Hemiplegia , dysphasia

@ Visual disturbances

@ Placental abruption

@ HELLP syndrome
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@ Pulmonary edema with or without left ventricullaiture
@ Acute renal failure

@ Microangiopathic haemolytic anaemia

@ Side effects of drug therapy.

FETAL COMPLICATIONS

@ Intrauterine growth restriction related to duwatof hypertension
@ Prematurity

@ Ante partum and Intrapartum asphyxia

@ Intrauterine death

@ Fetal side effects of antihypertensive drugs.

HELLP SYNDROME

Hellp syndrome is an acronym which was coined bwyisd/Neinstein in 1982 .It
includes hemolysis ,elevated liver enzymes, and |oatelets.Well recognised
complication of severe pre eclampsia, can occuhénabsence of hypertension and
proteinuria.lt occurs in about 0.2 to 0.6 % of @kgnancies and in 10 to 20 % of
cases with severe pre eclamp$iaAbout 2/3 of patients present antepartum period

and the rest in the postpartum period, usuallyiwi8 hours of delivery.
DIAGNOSIS.

The syndrome generally presents in the third trisresWhen it occurs earlier,
particularly in association with early onset préaetsia, antiphospholipid antibody

syndrome symptoms it may present with vague symgtiike malaise, nausea,
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vomiting, epigastric pain and headache. and it rbaymissed until laboratory
investigations are performed. The diagnosis of HELtequires the presence of
elevated liver enzymes (ALT and AST) and low pletedount. Haemolysis can be
documented by examination of a peripheral bloodasnigchistocytes, schistocytes,
and burr cells). Elevated indirect bilirubin, Loveram haptoglobin level, a low
haematocrit, and serum LDH greater than 6001U/Le Tbagulation profile is usually
normal unless DIC supervenes. Positive D —dimetr; teBich indicates subclinical

coagulopathy. The differential diagnosis for HEL&f¢hdrome
1)Acute fatty liver during pregnancy

2)Thrombotic thrombocytopenic purpura

3)Haemolytic uremic syndrome.

CLASSIFICATION

Classified into three categories based on thelptateunts.
Class 1 :<50,000/mm3.

Class2 :50,000 to <1,00,000/mm3.

Class 3 :more than 1,00,000.

Another system of classification based on numberabhormalities present i.e
hemolysis, elevated liver enzymes and low platetdtsn 2 or 3 present this known
as Partial HELLP ,when all are present this is kmoag complete or full Hellp

syndromée®.
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MANAGEMENT.

Maternal mortality and morbidity increase with ieasing disease severity
and worsening laboratory parameters. Perinatal atityrtand morbidity depends on
the gestational age associated complications likex iuterine growth restriction or
placental abruption rather than the severity oflgielyndrome.LDH and platelet
count will be the best marker to follow the HELLPhdrome affected patients and
disease progression.Anti hypertensive treatmentaatidonvulsant trearment will be
administered as indicated.High dose corticostetmdtment has to be proposed to
improve maternal prognosis of HELLP SyndrofAeCOCHRANE review, ELEVEN
TRIALS were included comparing the corticosteroidth placebo or no treatmed
There was no difference in the risk of maternakideanaternal morbidity or perinatal
morbidity. Termination of pregnancy is planned adowg to the gestational age, the

favorability of cervix and severity of condition.

When gestational age 34 weeks or more , prompvelglias soon as the

maternal condition is stabilised .

At 27 to 34 weeks , corticosteroid should be git@mpromote the fetal lung
maturity prior to delivery. Expectant managemenfotee 34 weeks seems to be
rational approach to increase fetal maturity andigal .There is no clinical trials to
compare with conservative management and immedigiévery.The potential
benefits have to be outweighed against the risksegpectant management, which
include abruption placenta, acute renal failurémmmary edema , DIC, perinatal and
maternal morbidity and mortality.Patients more tBdnwveeks of gestational age may

be induced unless there is no other contraindica¥@omen have past history of
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HELLP syndrome carry on increased risk of at |&8% developing some form of

gestational hypertension in the future pregnancy.
The following studies were reviewed and results werdiscussed.

® According to the study done by Neha Saxena et @lgah that liver functions
were deranged in 24% of our cases and renal furgiiere deranged in another
59%.15% of patients had low hemoglobin which wae thucomplications like
abruption placentae, DIC and HELLP. 3% of patieait® had elevated bilirubin
and low platelet counts. PT INR was deranged in Idf%atients who were
managed by giving FFP transfusions. Maternal cataptins included PPH in 38
cases followed by DIC in 18, renal dysfunction iraBruption in 10, HELLP in
5, pulmonary edema in 4, pulmonary embolism inrg enaternal deaths in 4
cases. Perinatal mortality was seen in 45 casés)(8fich included IUD in 21,
FSB in 9, and neonatal deaths in'23he major strength of the study was that it
was a prospective study and all parameters wergzatain detail and limitation
of the study was that it was one year study and fesnber of patients were
recruited in the study .

® A study done by Lakshmi Narayana Kota et al reb#6.8% of the perinatal
mortality rate and 61.6% of the maternal mortaléte?:. The majar limitation of
the study was that only maternal and perinatal tatitr were studied in detail .

® A cross-sectional study done by Pandya jay et alveld that 312(5%) pregnant
women developed severe preeclampsia and 33 womealoged HELLP
syndrome (10.57%). The mean age was 25.18 years. mibst common
indication for LSCS was HELLP 81.82%. The meanhbiseight was 2.27 kg.
The requirement of NICU admission was noted in 8&Jand the most common

cause of NICU admission was Meconium aspirationdsyme with fetal
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distress(50%). The perinatal mortality rate was61% '*.The major limitations
of the study were that only a smaller subset of greportion of women with
HELLP Syndrome which limited them to determining significant risk factors
and it was a single-center study design hence teesidre not generalized to

entire population.

A retrospective study done by Shobana .S.Pillawgibthat 42% of the cases
were in the age group of 26-30 years, nearly 61%evpeimigravidae and the
majority (64) were referred from peripheral hoslgitd.iver function tests were
deranged in 19% of the patients and 17% had anrafaorenal function.
Nifedipine was the most commonly used antihyperteenand magnesium sulfate
was the anticonvulsant used in all the cases. Le@gment cesarean section was
the mode of delivery in 64.5% of the cases. The monmest maternal
complication was atonic PPH. There was no matenatality but there were 3
maternal near-miss cases due to DIC. 65% of theschad a preterm delivery
and 39% of the babies needed NICU admission. Tiwere 10 neonatal deaths
22 The limitation of the study was, it was a retragpe study where there are
more chances for inappropriate and wrong detaith®fstudy population, which

may invariably affect the result of the study.

In one of the prospective studies done at Mansominzersity which included 204
patients with mean age, BMI, and gestational agiektery of 2817 years, 3617
kg/m2, and 34+4 weeks respectively, while the medjavidity and parity were
2 and 1 respectively. Regarding maternal outcothespercentages of eclampsia,
placental abruption, acute renal failure, ICU adiois, DIC, HELLP syndrome,

pulmonary edema, and postpartum hemorrhage (PPH) 1826%, 7.8%, 4.9%,
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15.7%, 0.5%, 8.3%, and 3.4% respectively. Concgrrigtal outcomes, the
percentages of FGR and IUD were 13% each. In auigitheonatal outcomes
revealed that the percentages of neonatal needxpgen after delivery and
NICU admission were 67% and 62% respectively. 69%ve-born babies were
delivered preternd®. The strength of the study was that all materndl @erinatal

outcomes were studied and analyzed in detail. ifhi¢ation of the study was the

study design of the study.

A prospective study was done at Andra medical gelley U. Sujatha Patnaik et
al, which included 120 antenatal women with seyeeseclampsia. Most of them
(70%) were between the ages of 20-30 years. 10% wwethe age group of
>30%. The majority (79%) of our patients were pgravida. In severe pre-
eclampsia, 81.66% delivered at gestational agew&aks Prematurity was seen
in 70% of women with severe pre-eclampsia. Fetan restriction was seen in
20% of cases, low birth weight was seen in 80%asks and IUFD was seen in
5% of cases.The common complication seen in sepeFeeclampsia patients
were eclampsia (9.1%), liver dysfunction (5%) peattum hemorrhage (5.8%)
and HELLP syndrome with DIC (0.83%). Maternal desatR% of severe

preeclampsia were due to pulmonary edema (ARBDSYhe major limitation of

the study was that the maternal charateristichektudy

population was not analyzed in detail .
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MATERIALSAND METHODS
Study setting:
“Dr.Prabhakar Kore Hospital and MRC”, Belagaviaatied to KAHER'’s Jawaharlal
Nehru medical College, Belagavi
Study design:-
Prospective observational study
Study Period :-
1st January 2021- 31st December 2021

Duration Of Data Collection:-

1 Year.

Sour ce of data:

Pregnant Women with severe pre-eclampsia i.e witbhdpressure of more
than or equal to 160/110 mmhg with or without piraieia with or without imminent
signs satisfying inclusion and exclusion criterbrétted in labor room at tertiary care

centre were included in the study .

Selection criteria:

Inclusion criteria:

» Singleton Pregnancy

* Pregnant women between 20-42 Weeks of Gestatimittad in labor room

» Primigravida and multigravida with blood Pressui&0 Mm Hg systolic And or
>110 mmhg diastolic with or without proteinuria amith or without imminent
signs like headache, oliguria , visual disturbancgersistent epigastric pain ,

altered liver function and thrombocytopenia (<1000, lakh)
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Exclusion Criteria;

Known Case of Essential Hypertension
* Known Case of Renal Disease

» Gestational Hypertension

» Diabetes Mellitus

» Cardiac Disease in pregnancy

Medical disorders like epilepsy , cardiac diseabgroid disease etc

Ethical clearance:

Approved by “Ethical and Research committee, KAHERwaharlal Nehru Medical

College” Belagavi, prior to its commencement.

WAIVER OF CONSENT :
Waiver of consent was sought and obtaineallatata was procured throught the

patient record , before the commencement of study .

Sample size:

Sample size calculation based on prevalence is
z,P(1-P)
f
where P is the percentage of prevalence and ceipehcentage likely difference in
the prevalence.

za is linked with the level of significance.
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For 5% level of the significanceiz 1.96.

With P = 69.39% and d = 10% of P, the sample SiZ&bi

To make the study more confirmatory, the sample B&s been raised to 116

Since the present study is an observational sthéye will be a single group with the

above sample size

Method of data collection:

All antenatal women diagnosed with severe pre-egaa) as per inclusion
criteria and institutional protocol for diagnosissevere pre-eclampsia were included
in the study.

On admission, detailed demographic, personal, rakdibstetric and family
history was taken from the patient or her attend&eheral physical examination and
systemic, abdominal and pelvic examinations wereeddata regarding blood
pressure monitoring were collected . Date regardieginvestigations like complete
blood count , platelet count ,liver function ,refiahction test and DIC profile were
also collected. After assessment and stabilizadiothe women, the fetal condition
was evaluated with the help of FHR recording, CT&ihg, and ultrasound. The
decision regarding timing and mode of delivery wimdividualized. Corticosteroids
were administered if the gestational age was lesms 84 weeks gestation. Magnesium
sulfate was given in eclamptic patients and padievith severe pre-eclampsia with
the imminent sign of eclampsia. Obstetric managenvems done according to
maternal and fetal conditions. The decision toweéelithe patient vaginally (either
spontaneous or induced) or by cesarean sectionndasdualized and decided as per
the hospital protocol and emergency medical teahe patient with uncontrolled

hypertension was managed with the help of a phasiand anesthetist. The outcome
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of each pregnancy was obtained by examining thiergain the labor ward and the
neonates in neonatal intensive care unit with #ip bf paediatrician.

Maternal outcomes were assessed in terms of coatipiis like DIC, eclampsia ,
acute liver failure , acute kidney injury , pleuedfusion ,ascites , abruption , retinal
detachment ,pulmonary edema , ICU admissions anernz death.

Perinatal outcomes were studied in terms of apgare ( score less than 7 was
considered as low apgar score) , intrauterine figath , birth weight , prematurity ,
FGR ,NICU admission and perinatal death ( from tohdelivery upto 7 days of life )
were studied.

At the end of the study all the above mentionee @aas compiled and analysed .
Statistical analysis:

Since the study is of observational study the plaanalysis will be as follows.

For the continuous quantitative variables meanstaddard deviation will be
calculated. For the purpose of comparison if thia déadivided into two groups with
respect to certain qualitative characteristic,dbetinuous variables will be compared
using suitable tools of statistics like studentispaired t test. The pre and post

treatment measures will be compared using studpatied t test

Discrete variables will be represented by median.

The categorical data will be expressed in termsrates, ratios and
percentages. The association between the outcofitecat and demographic
characteristics will be tested using Chi-squarg test of proportion or Fisher’s exact

test.

For discrete variables non parametric tests willided.
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Methodol ogy

Apart from the above suitable tools like ANOVA, calation, regression will

be used according to the need.
Suitable graphs will be used to depict the comparis

In total of 116 women with severe pre-eclampsiaenaralyzed.
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Results

RESULTS

A prospective observational study was carried auvomen admitted in labor
room and diagnosed as severe pre-eclampsia atabh&ar Kore hospital 8MRC
attached to KAHER’S JNMC during the period from Jary 2021 to December

2021.

Figure 8. Strobe diagram

Total no of deliveries:3154

Total no patient

excluded:
Total no of patients with Chronic HTN:29
hypertensive disorders:436 .
Gestational
HTN:183
Mild PE:47

Twin pregnancy:16

Total no of patients Overt DM:40
included in the study:
116 Cardiac disease: 5
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Results

Table 1.Prevalence of severe pre-eclampsia in tharcent setup

Category N=3154 %

2977 94.3%

D

Non severe pre-eclampsi

Severe pre-eclampsia 177 5.7%

In the current setup total number deliverieoire year was 3154 , in which 177
patients were severe pre-eclampsia . The prevalehsevere pre-eclampsia in the

current setup accounts to be 5.7%
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Results

Figure 9.Prevalence of severe pre-eclampsia in tloarrent setup

Prevalence of severe pre-eclampsia in study setup

3000
2500
2000
1500
1000
500 94,30 g
0
N=3154 %
m Non severe pre-eclampsia 2977 94.30%
B Severe pre-eclampsia 177 5.70%

m Non severe pre-eclampsia W Severe pre-eclampsia
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Results

Table 2. Prevalence of severe pre-eclampsia in hypensive disorders

In the present study, there were a total of 3194 el&es in which 436 women were
screened. In which 29 patients were chronic hypeite, 183 patients had gestational

hypertension, 47 patients were mild pre-eclampsth /7 patients were severe pre-

eclampsia
Hypertensive disorders N= 436 %
Chronic hypertension 29 6.6%
Gestatlon_al 183 41.9%
hypertension
Mild pre-eclampsia 47 11%
Severe pre-eclampsia 177 40.5%

The prevalence of severe pre-eclampsia in the musetup was found to be 40.5%. In
the total no of severe pre-eclampsia patients serbe 16 patients were twin
pregnancy, 40 patients were overt DM and 5 patieatscardiac pregnancy and were

excluded from the study. Hence a total 116 patiemse included in the study and

data were studied.
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Results

Figure 10. Prevalence of severe pre-eclampsia in pgrtensive disorders

Prevalance of severe pre-eclampsia

6.60%

40.50%

41.90%

/

H Chronic hypertension [ Gestational hypertension = Mild pre-eclampsia ' Severe pre-eclampsia
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Results

Table 3. Distribution of study participants in women according to age group:

Category Sub-category Number(n=116 Percentage
18-20 13 11.2%
20-25 45 38.7%
Age 26-30 43 37%
31-35 10 8.6%
>35 05 4.5%

Most of the study population i.e 45 participantrevin the age group of 20-25 years
with the mean age being 25.87 years with standevation of 4.8 years showing that
severe pre-eclampsia is more common in the youagergroup. The maximum age
observed was 41 years and the minimum age obserasd 9 year and 84% women

were from rural area
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Figure 11: Distribution of study population according to age group

Age distribution among study population

Axis Title
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<20

m Number(n=116) 13
M Percentage 11.20%
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21-30 31-40 >41
Age
88 14 1
75.80% 12% 1%
Axis Title

B Number(n=116) M Percentage
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Results

Table 4. Distribution of study population accordingto gravida status

Category Sub-category Number(N=116) Percentage
Primigravida 59 51%
G2 30 26%
Gravida status
G3 21 18%
More than gravida 4 06 5%

Our study shows among women with severe pre-ecliamps% were

primigravida and 57 patients were multigravida.
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Results

Figure 12. Distribution of study population according to gravida status

Distribution of parity
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Results

Table 5. Distribution of study population accordingto gestational age at diagnosis

Gestational age category N=116 %
<20weeks+6 -2# 01 1%
25 — 286 10 9%

29- 326 20 17.2%

32-36° 38 32.7%
37-40 44 38%

>40 weeks 03 2.1%

In present study, most of the women (38%) wererthagd at gestational age
of around 37 weeks-40 weeks The mean gestatiomaatadiagnosis was 35.32weeks
with standard deviation of 3.7weeks. The maximw@stational age observed was 41

weeks and the minimum observed was 24 weeks.

Page 48



Results

Figure 13. Distribution of study population accordng to gestational age

Distribution according to gestational age
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Results

Table 6. Distribution of study population accordingto registration status:

Category Sub-category N=116 %

Registered 32 27.5%
Registration status
Unregistered 84 72.5%

In the current study setup, majority of the women7i2.5% were unregistered cases.
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Figure 14. Distribution of study population according to registered cases
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Results

Table 7. Distribution of study population accordingto presenting symptoms

Presenting features N=93 %
Headache 32 34.4%
Epigastric pain 27 29%
Blurring of vision 13 13.9%
Vomiting 07 7.5%
Vaginal bleeding 11 11.8%
Convulsions 03 3.4%

In the present study, 83 patients presented witlpsyms and rest 33 patients did not
have any symptoms. In the 83 patients around l@rgathad presented with more

than one symptoms.

In present study group majority of women presemighl the complaint of headache

34.4%, followed by epigastric pain 29%, visual d&el3.9 % and vomiting 7.5 %
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Figure 15. Distribution of study populationaccording to presenting symptoms

Distribution according to presentating symptoms
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Table 8.Distribution of study population accordingto urine albumin levels

Urine albumin N=116 %
</1+ 27 23%
>[2+ 47 41%
>/3+ 42 36%

In the present study, 41% of patients had an albwmiint of more than 2+ and 36%

patients had an albumin count of more than 3+.

Page 54



Results

Figure 16. Distribution of study population according to urine albumin levels

According to albumin count
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Table 9. Distribution of study population accordingto platelet count

Platelet count per
N=116 %
microliter
<50.000 09 8%
>51.000-1 lakh 09 8%
>1 lakh- 1.5 lakh 48 41%
>1.5 lakh 50 43%

In the current study , according to Mississipi sifisation, out of 116 patients 9
patients(7.7%) had a platelet count of less tha@CD, 9 patients(7.7%) between
50,000 to 1 lakh , 48 patients(41%) had a 1 lakh.%takh and 50 patients(43%) more

than 1.5 lakh with anean platelet count was 1.8Ath standard deviation of 0.829
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Figure 17. Distribution of study population according to platelet count

According to platelet count
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Table 10.Distribution of study population accordingto LFT

LFT Levels N=116 %
<70 108 93%

SGOT (U/)
>70 06 07%
<70 106 91%

SGPT(U/N)
>70 10 09%
<600 107 92%

LDH(U/)

>600 09 08%

According to Mississipi classification,108 patig@8t3%) had AST levels less than 70

and 8 patients(6.8%) had more than 70 . 106 pati®1%) had ALT levels of less

than 70 and 10 patients(8.6%) had a count of muae 70 .107 patients (92%) had

LDH levels of less than 600 and 9 patients (8%) lha#i levels of more than 600n

the present study it was observed that, the mea®@TS®as 39.58with standard

deviation of 49.33mean SGPT was 33.0®&ith standard deviation of 50.86 and a

mean LDH 396.7 with standard deviation of 275.6.
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Figure 18. Distribution of study population accordng to LFT

According to LFT
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Table 11. Distribution of study population accordirg to RFT

RFT Levels N=116 % Mean S.D
Blood urea <40 112 96%
23.25 3.18
(mg/dl) >40 04 04%
Serum creatinine <0.8 112 96%
1.09 0.23
(mg/dI) >0.8 04 04%
Uric acid levels <7.8 102 88%
1.64 6.2
(mmoll/l) >7.8 14 12%

In the correct study it was observed that aroun®b X8 study population had a
deranged renal function and mean uric awith standard deviation of 1.64 was 6.2 ,
mean urea level of 23.25 with a standard deviatioB.18 and mean creatinine level

of 1.09 with standard deviation of 0.23.
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Figure 19.Distribution of study population according to RFT levels

According to RFT levels
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Table 12.Distribution of study population accordingto DIC profile:

DIC profile Levels N=116 % Mean S.D
o7 <15.6 114 98%
>15.6 02 02% 1422 £1.1 1.1
<1.2 113 97%
INR
>1.2 03 03% 1.03 0.5
<12.7 115 99%
APTT(seconds
>12.7 01 01% 30.6 £ 6.39 6.49
. <2000 113 97%
D-dimer (ng/dl)
>2000 03 03% 1079+2.36 0.6
Sr.Fibrinogen >160 113 97%
(ng/dl) <160 03 03% 300 1.2

In the current study it was observed that aroundd3%he study population

had a deranged DIC profile.
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Results

Table 13.Distribution of study population accordingto fundoscopy changes

Fundoscopy changes N=09 %
Grade 1 papilledema 06 67%
Grade 2 papilledema 03 33%

In the present study , out of 116 cases 9 patieatisfundoscopy changes in which
67% of the study population had grade 1 papilledeamd 33% of study population

had grade 2 papilledema
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Figure 21.Distribution of study populationaccordingto fundoscopy changes

Fundoscopy changes
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Results

Table 14.Distribution of study population accordingto mode of management

Category Sub-category N=116 %
Mgso Given 13 11%
administration Not given 103 89%
Nifedepine 90 76%
Anti-hypertensive
_ Labetalol Intravenous 15 15%
given
Nifedepine+Labetalol 11 09%
, Given 50 43%
Steroid

administration _

Not given 66 57%

Out of 116 cases , 13 patients i.e 11% were givggsdVNifedipine was the most

commonly used drug in the present study i.e 90gyaaints (76%), either singly or in

combination. 1V labetalol was given in around 9%stidy population on admission.

Labetalol was also used in combination with nif@d#p. Antenatal steroids were

given in 50 participants (43%)

Page 66
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Figure 22. Distribution of study population according to mode of management

Distribution according to mode of delivery
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Table 15.Distribution of study population accordingto the days gained at each

entry gestation in the study

Category Sub category Number %
Conservative Given 13 11.2%
treatment Not given 103 88.7%
Mean
24-28 04
4
Days gained 28.1-30 05
5
Gestational age 30.1-32 02
2
32.1-4 01
1
1 day 7
Days gained 2-4 days 4
>4 days 2

Among 116 participants only 13 patients (11.2%)engiven expectant management.

Overall, in our study population, 88.7 % of womesr® not eligible for expectant

management. The median number of days of pregnaragngation was 1.5 days

(1-5 days). The days gained were significantly bBigh among those who had

expectant management between 28.1-30.
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Figure 23. Distribution of study population accordng to conservative

treatment given.

Distribution accordint to conservative managemt given
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Results

Table 16.Distributionof study population accordingto mode of delivery

Category Sub-category Number(N=116 %
Spontaneous 10 8.6%
Vaginal delivery Induced 13 11.2%
Instrumental 03 2.5%
Caesarean
Elective LSCS 05 4.3%
Section
Emergency 85 73.4%

Among the study population, 73.4% women underwe&E8 in comparison to 22.4%
women who delivered vaginally out if which 3 hadtmmmental delivery i.e ventouse

delivery and there were no forceps used .
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Figure 24. Distribution of study population accordng to mode of delivery
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Table 17. Distribution of study population accordirg to mode of delivery

according of gestational age

Category Sub-category Number (N=116) %
Preterm:20-24 01 0.8%
25-28% 10 9%
29-326 05 4.3%
Vaginal delivery
33-36° 03 2.5%
Term:37-40 06 5.1%
>40 01 0.8%
0
Preterm: 20-2% 0%
0
25-28°6 0%
15
29-326 13%
Caesarean section 35
33-36° 30.1%
38
Term: 37-40 32.7%
02
>40 1.7%

In the present study, it was concluded that arotd®h of pre-term delivery were

done vaginally. In cases of LSCS, 50% were pre-moh50% were term.
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Figure 25. Distribution of study population of mode of delivery according of

gestational age

Distribution of mode of delivery according to GA
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Results

Table 18. Distribution of study population accordirg to the indication of LSCS

Indication N=90 %
Previous LSCS 39 43%
Uncontrolled hypertension 11 12%
Abruption 06 07%
HELLP 08 9%
Uncontrolled hypertension
04 4%
with imminent signs
MSL 04 4%
Imminent eclampsia 03 3%
Suspicious trace 02 2%
Pathological trace 02 2%
Severe FGR with Doppler
02 2%
changes
NPL 02 2%
Failed induction 02 2%
Breech in labour 02 2%
CPD 01 1%
DTA 01 1%
CDMR 01 1%

In the current study, previous LSCS was the mostroon indication among women

with severe pre-eclampsia who underwent LSCS adoauto 43% and this serves as

main reason for which caesarean rate was high amaigen with severe pre-

eclampsia in our study. Followed by uncontrolleghérgension which accounts for 12

% and 7% of cases were due to abruption.
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Figure 26. Distribution of study population according to the indication of LSCS

According to indication of LSCS
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Results

Maternal and perinatal outcomes in severe pre-echapsia:

Table 19. Distribution of study population accordirg to maternal complications:

Complication Number %
HELLP 12 32.4%
Abruption 11 30%
PPH 08 22%
Partial HELLP 06 16.2%

AKI 04 11%
Pulmonary edema 04 11%
Eclampsia 03 8.1%

DIC 03 8.1%

ICU admission 01 03%
Cerebral edema 01 03%

Among 116 cases, 37 women developed complicatonsit was found that HELLP

was seen in 32.4% patients, abruption in 30% , RPE2% , Partial HELLP in

16.2%, pulmonary edema in 11% , eclampsia & DIB.&Pb6, whereas maternal ICU

admission occurred in 3% of patients , there wasnaternal mortality noted due to

severe pre-eclampsia .
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Figure 27. Distribution of study population accordng to maternal outcomes
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Results

Perinatal outcomes:

Table 28: Distribution of study population of study population according to

baby characteristics:

Category Sub category Number(N=116 %
Male 76 66%
Sex
Female 40 34%
<1.0kg 08 6.8%
1.1-1.5kg 26 22.4%
1.6-2.0kg 18 15.5%
Birth weight
2.1-2.5kg 31 26.7%
2.6-3.0kg 19 16.3%
>3.0kg 14 12.3%

In present study, 66% were male babies and 22,4%edaveight are in the range of
1.1 -1.5kg 26.7% babies weight were in the range bf 2.5kgand 14% babies weight

was more than 3kg.
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Table 21.Distribution of study population accordingto apgar score :

Apgar score N=105 %
0-5 08 7.6%
5-7 06 6%
7-10 91 86.4%

In the current study , out of 105 live babies itswaund that 7.6% of babies had a

apgar score between 0-5 and 6% of babies had a spga between 5-7 .
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Figure 29.Distribution of study population according to apgar acore:

Distribution according to apgar score
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Table 22. Distribution of study population accordirg to perinatal complications

Complications

Number (N=95)

%

Prematurity 50 53%
FGR 15 15.7%
IUD 11 12%
Low apgar 14 14.3%
Perinatal death 05 5%

In the present study , out of 116 babies thereeww6b live births in which around 95
babies developed perinatal complication out whigmpaturity was observed in 55%
of babies , which is the most common neonatal enécof severe pre-eclampsia , 11

babies were IUD in which 5 babies were FSB andldsawere MSB . 5 babies died

in the neonatal period in which 3 babies died oy Slaf life due to extremely low

birth weight , 1 baby died on day 8 of life dueitborn error of metabolism and 1

baby died of day 15 of life due to sepsis.
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Figure 30. Distribution of study population accordng to perinatal outcome
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Results

Table 23. Distribution of study population accordirg to indications for NICU

admission
Indications N=52 %
LBW 16 30.7%
Birth asphyxia 09 17.3%
Prematurity 15 29%
FGR 06 11.5%
MAS 04 8%
Others 02 3.5%

In present study, total of 52 babies were shifiedNtCU for various indications,

most of them were observed for a period of 48-7.2fksen antibiotics and IV fluids

.The most common indications were low birth weidbitth asphyxia and preterm

babies. Other indication for which 2 babies wernéteth to NICU was one in view of

congenital diaphragmatic hernia and another o of hyperbilirubinemia.
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Figure 31. Distribution of study population accordng to indications for NICU

admission
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Discussion

DISCUSSION

Hypertensive disorder of pregnancy represents fgigni public health
problem throughout the world, and pre-eclampsiaast common of these disorders.
It complicates 5-10% of all pregnancies and is angry cause of maternal and
neonatal morbidity and mortality. Severe pre-eclsiammccurs in about 25% of all
cases. The present study is a prospective obsemehttudy conducted in KAHER’S
Dr Prabhakar kore hospital attached to JNMC to knbwe effect of severe pre-
eclampsia on women with its maternal and perinatétome in study period from

January 2021 to December 2021.

Prevalence of severe pre-eclampsia: In present study, total no of deliveries were
3154 , in which the hypertensive disorders ared@s of chronic hypertension , 183
women were gestational hypertension , 47 women wele pre-eclampsia and 177
women were severe pre-eclampsia .Hence the preealghsevere pre-eclampsia is
about 5.7% among the total deliveries in the curstnody and the prevalence of
severe pre-eclampsia was 40.5% among hypertedsweeder. In that 177 women ,
22 women were twin pregnancy , 10 patients hadt@er and 5 patients had cardiac
disorder . Therefore only 116 patients were incatlisiethe study.In a study conducted
in China reported that the overall prevalence okee pre-eclampsia is about 49
Also a study conducted in south part of India régmbithat a overall prevalence of

severe pre-eclampsia in their study was about 4ifi%itar to our study®.

Agedistribution:Age is considered as an supreme factor becausassbciated with
increased maternal and perinatal risks. The custenty demonstrated that the mean
age of the studied women was 25.87 years withdatanhdeviation of 4.8 years

showing that severe pre-eclampsia is more commdimeityounger age group . 38.7%
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Discussion

of the women were in the age group of 20-25 yéaffo were in the age group of 31-
35 years .Similar findings have been reported bptBa Patnaik et al , in which 70%
of the women were in the age group of 20-30 yeatsanly 10% were in the age
group of more than 30 yeat$ In a similar study done by Saxena et al alsontedo
that around 71% of the study population were in dge group of 20-30 yeatf§.
However, in contrast to our findings, Saleti al reported maternal age to be
significantly higher in pregnancy-induced hypertensassociated pregnanciy.
Results in our study could be because of a largebeun of younger age group of
pregnant patients as girls in our country get redret an early age.

Parity distribution: Primigravida has been found to be associated wit p
eclampsia. In the present study it has been obdé¢hat pre-eclampsia occurred more
frequently in primigravida (51%) as compare to nguétvida (49%). In total of 116
women, 59 women were primigravida and 57 of thedytypopulation were
multiparous. In a study conducted by Ketz et ab alported that 70% women as

primigravida in the study population similar to @iudy’.

Similar studies conducted by Swamy ef%dnd Shobana Pillai et & also reported
50% and 61% of study population as primigravida.

Sibai and Cunningham reviewed a number of worléwstlidies and concluded that
the incidence of pre-eclampsia in nulliparous papahs was more than that for
multiparous . Many other studies have also repgpt@niparous as a risk factor for
severe pre-eclampsia. It could be because of therdaof normal invasion of
trophoblastic cells that leads to maladaptatiorthef spiral arteriolesHowever,in
contrast to the present study a lower percentag2l®B% for primigravidas was

reported in the study of Pramana et’al
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Gestational age distribution: In the present day, it was concluded that about 88%
study population were between the gestational & aveeks to 40weeks and 10%
of the women were in the gestational age of leas @8 weeks .In contrast to the
current study ,a study conducted Ngwenya S et at and Shobana pillai et &F
reported that around 50 % and 53% respectively wetbe gestational age of less
than 34 weeks . This variation in study resultshilge due to the fact that ours being
a teritery care centre received a large number omen as undiagnosed and
unbooked cases in the last trimester.

Registration statusdistribution: In the current study, as told earlier 75% i.e nmigjor
of the patients were unregistered cases and 27%oafen were registered cases.
Similar findings are noted in the study done byesaxet al that around 58 % were
unbooked case¥ .In contrast to the present study , a study coeduby shobana
pillai reported 78% of registered cases in theystupulation which correlated with
the fact that more women were in the gestationalgrgup of less than 34 weeks
Presenting symptoms:. In terms of clinical presentation gadache was the most
common antecedent symptom present in 34.4% ofdkiers followed by epigastric
pain(29%) and blurring of vision (13.9%).Around @&ients did not present with any
symptoms and 10 patients had more than one symp&imsdarly , Douglas et al also
reported headache, epigastric pain and blurringisibn in 50%, 19% and 19%
patients respectivel§f.In a study conducted by Rekha, et al. study, casmesfested
with edema with 90%, jaundice in 57%, nervous sysitevolvement in 42%, visual
symptoms in 6.4%, vaginal bleeding in 11.30%, aieLHP syndrome in 2.80% of
cases™. In many studies, it has been observed that atirha has the most common

presenting symptom, but in the current study pedaima was not taken into account
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the fact that pedal edema is not a significantuieator severe pre-eclampsia as it can

be both physiological as well as pathological.

Laboratory parameters distribution: In present study among 116 cases , liver
functions were deranged in 23.2% of cases and fenations were deranged in
about 8% with anean uric aciaf 1.64 with standard deviation 6.2 , mean ureallev
of 23.25 with a standard deviation of 3.18 and mewgatinine level of 1.09 with
standard deviation of 0.23 in another 5% whereasstudy done by Singhal SR et al
showed that 20% patients had deranged liver fundists while 27% patients had

deranged renal functiod

In the current study ,16% patients had low plateletints. PT/ INR was
deranged in 03% patients with mean of 14.22 amitlstal deviation 1.1 and mean of
1.03 with standard deviation of 0.5 respectivelyowhere managed by giving FFP
transfusions.12% of patient had elevated uric dewls and 36% of patients had
proteinuria of more than 3+ .In the study condudig®axena et al reported that liver
functions were deranged in 24% of our cases owthoth 17.3% cases had SGOT>
100 IU and another 18.67% cases had SGPT>100 |balRenctions were deranged

in 59% of our patients, who most commonly had serum creatinine leveld

It has been concluded that in almost 50% of thdistulevels of liver function
and renal function are deranged when comparedher ggarameters. In the present
study, 9 patients presented with fundoscopy changis67% of patients with grade
1 papilledema and 33% patients with grade 2 pajaiiea. In a study conducted at
Haryana showed 3% patients with hypertensive crarmyed 3% patients with
papilledema. Fundoscpy findings correlated withfdw that ophthalmic changes are

rare to be seen in severe pre-eclampsia patients.
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Mode of management : In the present study patients were given anti-hgpsive to
control blood pressure ,in which nifedepine is tm®st commonly used anti-
hypertensive among 90 patients i.e 75%abetalol was in combination with

nifedipine in 9% of patients respectively in thereat study .

IV labetalol was used as emergency drug on admmgsi@round 15% of the
patients. In the study conducted by Shobana pi#jaorted the same as our study that
nifedipine was the most commonly used drug eittiegly or in combination with
labetalol in about 39% and 24% respectively. Thegveh also reported that
alphamethyldopa was also used when patients pezbevith severe pre-eclampsia

before 28 weeks of gestatén

In the current study, out of 116 cases Mgsas administered in around 11%
of patients and 43% of patients were given antésgeaods . In a study conducted by
Sujata Patanail et al concluded , that around 8®rmga have received Mgsm

combination with nifedepine and labetaitl

In the present study , expectant management vgasgiaten to patients. Out
of 116 patients , 13 patients was given consergativanagement with median
prolongation of 1.5 days. The minimum days gaines wL day and maximam days
gained was 5 days. In a study conducted by Swaral,eeported the median number
of days of pregnancy prolongation was 5 (1-24) ahed days gained were
significantly higher among those who had expectaahagement between 28.1 and
30 weeks (14 days) compared with the other twoupge-30.1-32 weeks (5 days)

and 32.1-34 weelks.
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Mode of delivery: The mode of delivery was determined by severitynatternal
condition, bishop's score, gestational age, fetahdition, USG and laboratory
investigations. In the current study , out of 1E$es the most common mode of
delivery was lower segment cesarean section in 88%he cases and the most
common indication was previous LSCS 43.3% inpghesent study. 22.3% of the
cases delivered normally in which 8.6% were spaetas , 11.2% were induced and

3 patients delivered by ventouse delivery.

In a study by Singhal et al reported 33% caesaseation raté® and Tufnell
et af* reported as high as 72% caesarean section r88QG . Caesarean section
rates of 71% and 78% respectively were reporteMigyel Met al and Dissanayake
VH et al *4In Tavassoli, et al. study, caesarean section 47a$% in severe pre
eclampsi& . A study by Saxena N, et al. showed caesaredioseate 0f48.2% and
vaginal delivery 51.8%°The high rate of caesarean section in the prestedy is
due emergency delivery approach taken to preverthdu maternal and fetal
complications due to severe preeclampsia or eclengspecially in cases where the
cervix is unfavourable for induction. 20% of womeelivered by vaginal delivery

and 2% of women delivered by instrumental delivery.

Maternal outcomes. In the present study out of 116 cases, 37 patig@i%o) had
maternal complication, which included HELLP in 1&ses followed by abruption in
09, PPH in 08, partial HEELP in 6 patients. RegaydiCU admission, the present
study displayed that 0.3% of cases were admittelCth In contrast, Patnaik et al
reported that 4.16% of cases with severe preecliamyere admitted to IC3 . This

illustrates the proper care which the cases redeiv the current study.
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In the study by Shaikh S et al and Murphys DJ rebthat abruption cases are 9 in
number’* Whereas another study done by Singhal SR etoavesth only one case had

abruption®.

Lakshmi Narayana Kota reported a maternal mortalit§1.66%?*. Curiel Balsera et
al, Ngwenya S. et al and Quah et al.14 reporte@1.5.7% and 1.3% maternal

mortality in their settings, respectively

It is heartening to know that no maternal mortabgcurred in the present study as
compared to 1.5%9 and 0.9% in other studies. This be explained by the
multidisciplinary approach and the excellent cakeig to the mother admitted in the

labour room in present setup.

Perinatal outcomes: In the present study ,overall the rate of FGR Was/ %.
105(87 %) babies were born alive, with 14(13.5 abhese infants having an Apgar
score <7 at 5 min. In the current study about 7d%abies had an apgar 0-5 and 6%
had a score of 5-7 at 5 mins of birth .The totlC™ admission required among 105
live born infants was 52 babies. They stayed inNHeU for a median number of 12
days. There was no statistically significant diéiece among different gestational age
groups regarding the rate of FGR, NICU admissioNI®2U stay. Neonatal death of

5% reported in the present study .

In a study conducted burgut A. et al reported that the mean apgar sabre

one minute was 6.39 and at 5 mins interval its radoti 39 respectivel§ .

Prematurity is commonly associated with severeggteampsia. Most of the
cases 66% had preterm delivery. Almost similarifigd were reported by Tuffnell et

al 65.3% of infants were pre matufeThe high incidence of preterm delivery could
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be attributed to the early intervention and induetof labour or LSCS done to avert

further maternal and perinatal complications.

In the current study ,out of 116 babies 5 babies @vhich accounts for 4.5%
of perinatal mortality .In the study conducted HyoBana pillai reported a perinatal
mortality rate of 18%2 Similar findings were also noted in a study castdd by
saxena et al and Shahin et al from Pakistan reparfgerinatal mortality rate of 30%
and 41.6% respectivel}**®. Perinatal mortality rate is comparatively lessthe
current study when compared to other studies , ipgothe factor that prompt
treatment to the mother and timely delivery of tady and proper NICU care in the

current setup.

In the present study , the most common indicatmmNICU admission was
due to low birth weight and fetal distress of 53f@ 15.7% respectivelyin a study
by Turgut A. et al. the rate of NICU admission v&s5% and most common cause

was hyperbilirubinemid’.

The strengths of the study is that it is a progpedtudy and all details of the
study population were taken from the patient irsperand babies were followed up

till discharge .

The major limitation of the current study is thista one year study which has
been conducted only in a single teritary care eerttenceforth ,to emphasise the
maternal, fetal and neonatal outcomes of severee@anpsia on a broader scale,
further multicenter studies should be carried aubss various years. We were not
able to study the fetomaternal outcomes in casseweére pre-eclampsia in a larger

scale since it was a one year study and the sasig@avas limited.
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Despite advances in medical practice, severe pasa@sia has remained a
leading cause of maternal mortality throughoutwloeld. It is a common problem in

developing countries because of illiteracy, pootenatal care, lack of health

awareness and poverty.
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CONCLUSION

The current study was done to know the maternal and fetal outcomes in severe
pre-eclampsia so that the natural course of disease can be blocked at the secondary and
tertiary levels of prevention. While early detection and prevention of occurrence of the
disease per seiscalled for the allying of the severity of the disease and thereby reducing
the complications prompt the mainstay in the present times. The morbidity and
mortality of the severe pre-eclampsiain mother and the neonate is considerably reduced
with effective management. The present study emphasizesthe fact that proper antenatal

care and management of severe pre-eclampsiain a teritary care setup can effectively

reduce the maternal and perinatal morbidity and mortality.
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SUMMARY

Majority of the study population i.e 88 participants were in the age group of 21-30
years with the mean age being 25.87 years with the maximum age observed was

41 years and the minimum age observed was 19 year.

In the present study shows among women with severe pre-eclampsia

51% were primigravida and 57 patients were multigravida.

Most of the women (51%) were diagnosed at gestational age of around 38 weeks-
40 weeks The mean gestational age at diagnosis was 35.32weekswith standard
deviation of 37 weeks. The maximum gestational age observed was 41 weeks and

the minimum observed was 24 weeks.

Magjority of women presented with the complaint of headache 24.1%, followed by
epigastric pain 23%, visual defects 8.6 % and vomiting 3.4% .

Nifedipine was the most commonly used drug in the present study

Overdl, in our study population, 88.7 % of women were not eligible for expectant
management. The median number of days of pregnancy prolongation was 1.5 days
(1-5 days). The days gained were significantly higher among those who had

expectant management between 28.1-30.

73.4% women underwent LSCS in comparison to 22.4% women who delivered

vaginaly out if which 3 had instrumental delivery (ventouse).

Previous L SCS was the most common indication among women with severe pre-

eclampsiawho underwent LSCS.
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e It wasfound that HELLP was seen in 32.4% patients, Abruption in 30%, PPH in
22%, Partiad HELLP in 16.2%, pulmonary edema in 11%, eclampsia &DIC in
8.1%, whereas materna 1CU admission occurred in 3% of patients, there was no

maternal mortality noted due to severe pre-eclampsia.

e Therewas no maternal mortality.

e Preterm was observed in 55% of babies, which is the most common neonatal

outcome of severe pre-eclampsia

» Out of 75 live births 45 babies required NICU admission and the most common
cause of NICU admission was low birth weight and fetal distress accounting to

35% and 20% respectively.

* Thetota early neonatal death was 4.2%
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ANNEXURE 1: PROFORMA

TITLE: “One Year Observational Study of Maternal and gl Outcome in
Severe Pre-Eclampsia At Tertiary Care HospitalaBavi”.

Screeningld: [ [ [ [ | Studyld [ | [ ]
Age: [T ]

Date Of enrollment: [ T [ [ [ [ |

COMPLAINTS-

PERIOD OF AMMENORRHOEA-

IMMINENT SIGNS-

1) Headache [ ] Yes ND
2) Blurring of vision ] Yes ND
3) Epigastric discomfort |:| Yes Ncl:|
5) Vomiting. [ ] Yes N
4) Seizures [] Yes ND
Yes:

» Number of episodes-

> Duration-

> LOC-

> Lucid Interval-

Obstetric history:

Married Life (years): |:| |:|
Obstetric score: G[ | i ] o[ ] Al ] D[ ]

Menstrual History:
LMP-
EDD/CEDD-
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Period of gestation-

[]

Tuberculosis |:| Yes

Past History: Diabetes Yes

Hypertension |:| Yes

Asthma [ ] Yes
Personal History:
DIET:
BOWEL AND BLADDER™:
APPETITE:
HABITS: Snﬁing/'lﬂaccoﬁcohol
General Examinations:
PULSE RATE (Beats per minute):
BLOOD PRESSURE : /
PALLOR: [ ] Yes
ICTERUS: I:I Yes
PEDAL EDEMA: |:| Yes

PA:

|:| No
No
No

No

bpm

mmhg

No [ ]
No |:|
No |:|
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INVESTIGATION:

DATE OF ADMISSION:

COMPLETE BLOOD COUNT:

Hemoglobin
Hematocrit
Total count
Rbc
PLATLET
COUNT:

URINE EXAMINATION :

PROTEIN

SUGARS

LIVERFUNCTION TEST:

Total bilirubin

Direct bilirubin

Indirect bilirubin

ALP

SGOT

SGPT

Albumin

A:G ratio

Serum LDH

RENALFUNCTION TEST:

Serum uric acid:

Urea
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Serum creatinine:

COAGULATON PROFILE:

APTT:
C:

SERUM FIBRINOGEN:

D-DIMER:

PHERIPHERAL SMEAR:
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Management:
1) Date of delivery
2) Mode of delivery VAGINAL DELIVERY  C-Section [ ]
3) Induction AugmentatiD

4) Duration of Labour

5) Intrapartum Complication es| N¢

6) Indication of LSCS-
1)previous Iscs not w/f vabc
2)NPL
3)Uncontrolled hypertension
4)Pathological trace
5)MSL
6)Others
BLOOD LOSS:
Examination of Placenta:

Weight of Placenta-

Retroplacental Clots

] N
Placental Infarction YI:I NOI:I
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Maternal Outcome:

Peripartum Complications:

1) Convulsions \Il
2) DIC Yes|:|
3) Abruptio Placenta Y]
4) Peripartum cardiomyopathy YD
5) Respiratory Complications Ye|:|
6) HELLP Yes [ ]
7) ACUTE KIDNEY | Yes[ ]

8) Pulmonary Edema
9)Pulmonary Embolism
10) PPH

13) ICU Admissions-
Duration of Stay-
Condition at discharge-

Cause of death if so-

Perinatal Complication:

1) Condition of birth [ ]

Y{]
ve[ ]
ves ||
ves [ ]

ALIVE[ ] IUD [ ] MSB[_]

2) TERM [ ] PRETERM |

3) Sex- FEMALE. I:I

MALE ]

N ]
NC ]
Ng_]
No |:|
No|:|
N{_]
No |:|
No |:|
No[ ]
No|:|
N{]

FSB
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4) WEIGHT-  <1Kg

1-1.5 Kg
1.5-2 Kg
2-2.5Kg
>3 Kg
5) APGAR-
6) NICU admission Yl ]

7) Indication of NICU admission-

1] FETAL DISTRESS. Y[ ]

2] MSL YES[ ]
3] IUGR YES[ ]
4] LOW BIRTH WEIGHT YE{ ]

5]PRETERM YES[ ]
6] ASPHYXIA YES[ ]
7] NON REASSURING CTG YE{ ]
8] OTHERS

8) Condition of baby at discharge-

NOL_]

NG
NO[ ]
NO []
NO[ |
NO[]
NO []
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SEV PE WITH IMMINENT

78 20 1 39+5 2 1 160/90 1234 2 2 2 2 2+ 196 60 10 217 2 55 2 2 SIGNS 2 1 1 1 0 1 2 2 1 5 1 8 STABLE
kel 30 2 32+2 1 1 160/120 0 2 2 1 2 2+ 122 20 13 296 2 6.6 2 2 SEV PE WIST(;\‘IQAMI NENT 2 1 1 1 0 1 2 2 1 2 1 2 STABLE
80 22 2 35 2 2 170/112 4 1 2 1 1 3+ 26000 202 167 538 2 9.3 2 2 HELLP 2 1 1 1 6 1 1 2 1 3 2 NO STABLE
81 24 1 36 2 2 160/100 0 2 2 2 2 1+ 3.13 27 14 224 2 4.9 2 2 CDMR 2 1 1 2 0 2 2 2 1 5 2 NO STABLE
SEV PE WITH IMMINENT 2-INC
82 25 2 40+2 2 2 190/120 12 2 2 2 2 3+ 333 31 15 367 2 5.6 2 2 SIGNS 2 RESIST 1 1 0 1 2 2 1 5 2 NO STABLE
83 26 2 33+4 1 1 160/100 0 2 2 2 2 2+ 242 14 14 384 2 6.8 2 2 FAILED INDUCTION 2 1 1 1 0 1 2 2 2 6 0 NO IUD
84 26 1 38+2 2 1 160/100 0 2 2 2 2 2+ 142 20 10 275 2 6.9 2 1 2 1 1 2 0 2 2 2 1 4 2 NO STABLE
85 21 2 39+2 2 1 170/110 3 2 2 1 2 3+ 45000 435 326 978 2 81 1 2 HELLP 1 1 1 1 1267 1 1 2 1 5 2 NO STABLE
SEV FGRWITH
86 21 1 39+4 2 1 160/100 0 1 2 1 2 3+ 213 0.7 30 234 2 6.7 2 2 PATHOLOGICAL TRACE 2 1 1 2 0 1 2 2 1 4 2 NO STABLE
PREV LSCSWITH
87 25 2 37+5 2 2 160/100 0 1 2 1 2 3+ 123 31 12 359 2 6.9 2 2 ABRUPTION 2 1 1 1 38 1 1 2 2 3 0 NO IUD
88 23 1 35+6 2 2 160/90 3 2 2 1 1 2+ 177 228 18 423 2 6.4 2 1 2 1 1 1 0 1 2 1 1 4 2 NO STABLE
89 26 1 38+4 2 1 160/100 0 2 2 2 2 2+ 242 14 14 384 2 6.8 2 2 FAILED INDUCTION 2 1 1 1 0 1 1 2 2 6 0 NO 1UD
920 35 2 30+6 1 2 180/110 0 2 2 1 2 2+ 271 20 14 292 2 43 2 2 SEV PE WITH AEDF 2 2-AEDF 1 2 0 1 2 2 1 2 1 1 EXF:);ED(
91 20 1 38+6 2 2 160/100 0 2 2 2 2 2+ 221 19 9 234 2 6 2 1 2 1 1 2 0 2 2 2 1 5 2 NO STABLE
UNCONTROLLED HTN
92 22 1 39+4 2 1 160/112 13 2 2 1 2 2+ 133 16 30 234 2 58 2 2 WITH IMMINENT SIGNS 2 1 1 1 0 1 2 2 1 6 2 NO STABLE
93 20 2 32+4 1 1 160/110 0 2 2 2 2 3+ 159 42 25 555 2 82 2 2 ABRUPTION 2 1 1 2 3 1 1 2 2 2 0 NO IUD
SEV PEWITH
94 30 1 39+3 2 1 176/106 0 1 2 1 1 2+ 226 25 14 252 2 5 2 2 UNCONTROLLED HTN 1 2-AEDF 1 1 0 1 1 2 1 4 2 NO STABLE
95 24 1 34 2 2 170/110 0 2 2 1 2 2+ 148 66 27 77 2 56 2 2 SEV PE 2 1 1 1 8,10 1 1 2 1 4 2 NO STABLE
9% 26 1 38 2 2 168/108 0 2 2 2 2 1+ 3.14 27 30 356 2 72 2 2 PREV LSCSWITH 2 1 1 1 0 1 2 2 1 6 2 NO STABLE
UNCONTROLLED HTN
97 32 2 32+4 1 2 160/100 1234 2 2 1 1 2+ 126 33 26 384 2 5 2 2 SEV PE WITH AEDF 2 2-AEDF 1 2 0 1 2 2 1 2 1 4 STABLE
98 20 2 28+3 1 1 160/100 0 2 2 2 2 2+ 68000 47 22 647 1 79 2 2 SEV PE WITH HELLP 2 1 1 2 6,7 1 1 2 1 2 1 EX[F: ﬁl)ED(
9 39 2 28+5 1 2 160/90 124 2 2 2 2 3+ 116 16 28 420 2 6.3 2 1 2 2-AEDF 1 1 0 1 2 2 3 1 0 NO FSB
100 24 1 31+1 1 2 180/110 13 2 2 2 1 1+ 172 18 13 427 2 7.9 2 1 2 1 1 2 0 1 2 2 1 2 1 4 STABLE
101 22 1 38 2 1 180/110 1234 2 2 1 2 1+ 21 90 12 363 2 3.78 2 2 IMMINENT ECLAMPSIA 2 1 1 1 1 1 2 2 1 3 1 3 STABLE
102 19 2 33+2 1 1 170/110 0 1 1 1 2 4+ 42000 61 177 942 1 6.8 2 1 2 2--AEDF 2 1 36,7 1 1 2 3 3 0 NO FSB
103 22 1 30+1 1 1 160/90 3 1 2 1 2 1+ 4.5 27 13 342 2 83 2 1 2 1 1 2 0 2 1 2 1 2 1 4 STABLE
104 27 1 33+5 1 2 180/110 13 2 2 1 2 1+ 215 28 17 340 2 57 2 2 SEV PE W;T:’\‘Igl MINENT 2 1 1 1 0 1 2 2 1 3 2 NO STABLE
105 20 2 31+6 1 2 160/110 0 2 2 1 2 1+ 22000 57 118 2894 1 6 2 2 SEV PE WITH HELLP 1 2-AEDF 1 1 6,78 1 1 2 1 2 1 4 X F:);ED(
106 25 28+6 1 2 160/110 0 1 2 1 2 1+ 2.07 34 12 275 2 6.5 2 2 SEV PE 2 1 1 1 0 1 2 1 1 2 1 4 STABLE
107 28 34 2 1 160/110 0 2 2 2 2 3+ 217 20 12 224 2 37 2 2 SEV PE 2 RZEg‘;_ 1 1 0 1 2 2 1 3 1 STABLE
108 23 2 28+4 1 1 170/100 12 2 2 1 2 2+ 23900 28 32 280 2 5.6 2 1 2 1 1 1 36 1 1 1 2 2 0 NO MSB
109 25 36+4 2 1 160/110 123 2 2 2 2 4+ 2.26 25 12 361 2 126 2 2 IMMINENT ECLAMPSIA 2 1 1 1 1 1 2 2 1 4 1 5 STABLE
CPD WITH
110 30 39+5 2 2 180/110 0 2 2 2 2 3+ 1.06 30 60 240 2 6 2 2 UNCONTROLLED HTN 2 1 2 1 0 1 2 2 1 5 2 NO STABLE
m 22 32+4 1 2 170/100 134 1 2 1 1 3+ 1.06 27 9 344 2 6.8 2 2 SEV PE W;T:’\‘Igl MINENT 1 1 1 1 0 1 1 2 1 2 1 4 STABLE
112 33 31+1 1 2 160/100 12 2 2 1 1 1+ 216 19 1 337 2 36 2 2 SEV PE W;T:’\‘I;\AMI NENT 2 1 1 1 0 1 2 1 1 3 1 4 STABLE
113 27 29+4 1 1 170/110 134 2 2 2 1 2+ 119 56 45 310 2 6.9 2 1 2 1 2 2 0 1 2 2 1 1 1 4 X F:)Z\’)ED(
114 29 25+4 1 1 160/100 0 2 2 1 2 3+ 3.02 17 10 306 2 6.08 2 1 2 2-AEDF 2 1 0 1 1 2 3 1 0 NO FSB
115 22 36+1 2 1 150/110 3 1 2 2 2 1+ 2.68 24 15 195 2 6.4 2 2 SEV PE 2 1 1 2 0 2 2 2 1 4 1 345 STABLE
116 22 33+6 1 1 160/110 0 2 2 1 2 3+ 143 18 12 323 2 37 2 2 SEV FGRWITH 2 1 1 1 3 1 2 2 1 2 1 4 STABLE

PATHOLOGICAL TRACE




