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ABSTRACT

Objective

To identify the risk factors associated with late preterm births.

Methodology

This case control study was conducted in Department of Obstetrics and

Gynecology, teaching hospital attached to KLE University’s Jawaharlal Nehru

Medical College, Belagaviduring the period of May 2015- April 2016. A total of 918

women were enrolled, 459 in each group. Women who delivered between 34 – 36+6

weeks were considered as cases and controls were women who delivered from 37

weeks onwards immediately after a case occured. Gestational age was confirmed with

USG prior to 20 weeks. Data was collected from the history of the patient and the

medical records.

Result

Incidence of late preterm birth was found to be 8% among total births. It was

found that 55.1% were spontaneous births. The most common risk factor for late

preterm birth was Hypertensive disorders of pregnancy (Gestational HTN- 4.8%,

Chronic HTN – 5%, PE – 36%, Eclampsia – 4.8%) followed by PPROM (32.7%),

History of prior preterm births (19.2%), Gestational diabetes (17.9%), Multifetal

gestation (16.6%), Placenta previa (13.5%) and Abruptio placenta (9.8%). On

analyzing neonatal outcome, Sepsis was found in 25%, Hyperbilirubinemia in 21.9%,

RDS in 19%, Transient tachypnoea of newborn in 09% and PDA in 2.9% of the

neonates.
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Conclusion

The indication for the induction or need for termination should be reevaluated in

the late preterm gestation. In order to prevent late preterm birth, identification of the

risk factors is necessary and timing of delivery in each risk factor should be

reassessed in advance before intended intervention. As LPB constitute majority of

preterm births, it is important to limit late preterm deliveries to clear maternal or

fetal indication for delivery

Key words: Late preterm birth; Risk factor; Preeclampsia.
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INTRODUCTION

Preterm birth is a prime cause of infant morbidity and mortality worldwide. The term

Preterm birth refers to all births occurring before 37 weeks period of gestation or less than 259

days from the first day of last menstrual period. It is further sub-classified into extreme preterm

(<28 weeks gestation), very preterm(28 to <32 weeks gestation), moderate preterm (32 to<34

weeks gestation) and late preterm (34 to <37 weeksgestation).1, 2, 3

Incidence of preterm births in developing countries ranges from 12-18% and India

recorded the highest number of preterm births in 2010.1 Nearly 24% or one in four children born

prematurely across the globe in 2010 were from India. Almost 13% of all children born in India

were preterm.2

Neonatal mortality and morbidity associated with preterm births is significantly higher

than term births. The frequency of adverse neonatal outcomes increases with decreasing

gestational age, this trend is also evident in the gestational window of 34 to 36 weeks.6,7

Mortality rate is seven times higher in moderately preterm and three times higher in late preterm

births as compared to term births. 6,7

Late preterm births (LPB), previously tagged as “near-term” babies are the fastest

growing population accounting for 75% of all the preterm births and about 8% of the total

births.4,5It is a major public health concern due to its rising prevalence and associated neonatal

mortality and morbidity.Contrary to our belief that late preterm neonates fare well similar to term

babies, they are at a very high risk of immaturity related complications.

A variety of morbidities such as respiratory distress, temperature instability,

hypoglycemia, kernicterus, apnea, feeding problems, rehospitalization, neonatal and post

neonatal mortality are reported in late preterm births.7 Respiratory distress, PDA and sepsis are
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considered to be common neonatal complications. Furthermore, significantly increased rates of

cerebral palsy, mental retardation and other major disabilities in the late-preterm infant compared

with term infant should be of great concern because of the profound social burden.8,9Prolonged

hospitalization, rehospitalisation and long term sequelae pose great financial and psychological

burden on the family.

Late preterm births have not been studied frequently; their developmental biology and

functioning of systems are not yet understood completely. Management strategies for these

babies are based on general principles, clinical experience and extrapolation from our knowledge

of very preterm and term babies. Previous research and available literature on late preterm births

focused to cluster the short term and long term outcome. Less is known about the medical

indications for late preterm delivery. Late preterm births have been on a drastic rise for many

reasons including demographic changes, infertility treatment, increase in maternal age,

increasing incidence of multiple pregnancies, increasing rate of caesarean delivery and labour

induction.13

Recent rise in the LPB rates by 25% raises the question as to whether the indications for

these births are justified.6,10Evidence suggested 32% of these deliveries were medically

indicated.7 It is important to know which medical indication is major contributor in late preterm

delivery as the neonatal outcomes likely differ depending upon the underlying pathophysiology

of the complication.9

The timing of delivery in such cases ought to balance the maternal and newborn risk with

the risk of continuation of pregnancy; however evidence to guide the timing of delivery is

limited to certain conditions. The ACOG Committee on Obstetric Practice -The Society for

Maternal-Fetal Medicine states that patients with placenta previa with suspected accreta,
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incretaand percreta should be delivered in the late preterm period as the risk of antepartum

hemorrhage is 4.7% at 35 weeks, 15% at 36 weeks and 30% at 37 weeks. Patients with prior

classical cesarean, Dichorionic-diamniotic twins with concurrent condition like abnormal

Doppler and maternal co morbidities (chronic hypertension, preeclampsia etc.) should also be

delivered between 34 to 36 completed weeks. Monochorionic–Diamniotic twins with isolated

fetal growth restriction also need to be delivered in late preterm gestation as chances of TTTS is

3-4% and fetal death rate rises by 1-2% per week after 32 weeks in monochorionic gestations.

Patients with severe pre-eclampsia, pre-gestational well controlled diabetes and PPROM also

need to be delivered between 34 to 36 completed weeks. 17

Few indications can be expectantly managed with delivery ≥ 37 weeks to decrease the

risk of neonatal morbidity and mortality without a significant increase in stillbirth. Thus, in many

cases it is possible to preventLPB without negatively affecting the outcome.9, 10In order to

identify these possible preventive measures, a betterknowledge of the risk factors leading to LPB

is essential. Defining risk factors aids in identifying at-risk women and early initiation of risk

specific treatment.

As late preterm births contribute to nearly two-thirds of preterm births, there is a

paramount need to evaluate the risk factors leading to the same and identify the associated

neonatal morbidities in these seemingly healthy neonates.
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AIMS AND OBJECTIVES

The aims and objectives of the present study were

1. To identify the risk factors associated with late preterm births.

2. To determine the perinatal outcome in late preterm births.
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REVIEW OF LITERATURE

BACKGROUND

With respect to gestational age, a newborn may be term, preterm or post term. Preterm

birth is a prominent global public health issue. Preterm birth complication is the leading cause of

death among children under 5 years of age. It accounts for nearly 1 million deaths each

year.World Health Organization (WHO) and the International Federation of Gynecology and

Obstetrics (FIGO) in 1976 defined preterm births as newborns delivered before 37 completed

weeks (≤366/7 weeks). Around the year 2005, with recognition of the morbidities associated with

infants born at 34 – 36 weeks, this large group was further subdivided into early preterm (<33+6

weeks) and late preterm (34 weeks to 36+6 weeks).16In 2013, 0.74 million deaths were reported

due to preterm birth complications.1Premature infants have higher rates of cerebral palsy,

sensory deficits, learning disabilities and respiratory illnesses compared with term infants. The

morbidity associated with preterm birth often extends to later life, resulting in enormous

physical, psychological and economic burden. 11,12

DEFINITION

Late Preterm birth is defined as childbirth occurring at 34 weeks onwards to less than 37

completed weeks. 1,4,5

INCIDENCE

Late Preterm birth rates have been reported to range from 5% to 7% of live births in some

developed countries but are estimated to be substantially higher in developing countries.1 70% -

75% of the preterm births are contributed by LPB.4These figures appear to be on the rise.
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CAUSES OF LATE PRETERM BIRTH:

LPB is classified into:

 Spontaneous LPB – the onset of labour is spontaneous in nature and accounts for two

thirds of late preterm births (75%).19 Of these , 60% are the result of preterm labour

and 40% are due to PPROM.18

 Induced/ Iatrogenic LPB - where the risk of continuation of pregnancy is of greater

risk to mother and baby than the preterm complications. It accounts for 25%. 19 The

most common etiology being pregnancy induced hypertension (40%), 4-6% in

women with gestational hypertension and 10-11% in women with pre eclampsia,

nonreassuring fetal testing (25%), IUGR (10%), ante partumhemorrhage (7%) and

fetal death (7%). 20,21

The aetiology of LPB is multifactorial. However, the causes of late preterm births can be

broadly classified into:

 Maternal causes

 Obstetrical / pregnancy related causes

 Foetal causes

Maternal causes:22,23,24

 Advanced maternal age

 Previous preterm birth – strongest risk factor

 Multifetal gestation

 Black race
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 Low maternal body mass index

 Hypertensive disorders of pregnancy

 Pre-existing maternal medical condition

 Short interpregnancy intervals

 Infection and periodontal disease

 Family history of preterm birth

 Lifestyle factors

 Work during pregnancy

Obstetric causes: 22,23,24,25

 PROM

 Placenta previa

 Ante partumhaemorrhage

 Hypertensive disorders of pregnancy

 Gestational diabetes mellitus

 Infection

 Threatened abortion in first trimester

 History of prior preterm birth

 History of previous abortions

Fetal causes: 22,23,24,25

 Congenital malformations

 Fetal distress
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Approximately 45–50% of late preterm births are idiopathic, 30% are related to preterm

rupture of membranes (PROM) and another 15–20% is attributed to medically indicated or

elective preterm deliveries.26,27Proper categorization of LPB into spontaneous and induced

deliveries helps in determination of global incidence accurately.

COMPLICATIONS ASSOCIATED WITH LATE PRETERM BIRTHS

Little published information exists regarding the diverse morbidities found in late preterm

infants; however, the available evidence suggests that comparedwith term neonates, late preterm

newborns are at increased risk for various conditions.31

Short term complications28

 Respiratory distress syndrome (RDS)

 Transient tachypnea of the newborn (TTN)

 Intraventricular hemorrhage (IVH)

 Patent ductus arteriosus (PDA)

 Necrotizing Enterocolitis (NEC)

 Pulmonary hypertension

 Hypothermia, hypoglycemia, hypotension

 Poor feeding, anemia, jaundice, and sepsis.

Long term sequelae29,30

 Cerebral palsy and Neurodevelopment disability

 Cognitive impairment

 Bronchopulmonary dysplasia
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 Autism spectrum disorders

 Periventricular Leukomalacia

 Attention Deficit Hyperactivity Disorder (ADHD)

 Retinopathy of prematurity

 Myopia and hypermetropia

The effect of these complicationson long-term neurodevelopmentoutcome in the late preterm

infant islargely unknown but there is growingalarm that these infants aremore vulnerable to brain

injury andlong-term neurological sequelae thanpreviously appreciated.32 The last 6 weeks of

gestation is a criticalperiod of growth and development of the fetal brain. Brain weightat 34

weeks is only 65% of that of theterm brain and gyral and sulcal formationis incomplete.31Hence,

infants born during the late preterm period are at more than 3-fold increased risk of developing

cerebral palsy compared with term infants.31

The expectation of complications, changes with advancing gestational age through the

late preterm period. Complications noted at 34 to 35 week are RDS, sepsis, and patent ductus

arteriosus (PDA). Also, at 34 weeks of gestation relatively high rates of neonatal intensive care

unit (NICU) admission is noted, whereas the admission rate decreases at 36 weeks of gestation.

No overall difference is noted in the incidence of intracranial hemorrhage or necrotizing

enterocolitis; however, the rate of these complications is low throughout the late preterm

period.16 Moreover, the number of NICU admissions varies extensively according to the type of

facility. In addition to higher risks for serious health complications, the mortality rate for late

preterm infantsis 3-fold higher than that for term infants (7.7 vs. 2.5 per 1000 live births).33

Several studies have been conducted on late preterm births. In majority of the available

studies risk factors for preterm births are presented. Epidemiological studies have suggested that



Review of literature

Page 13

sociodemographic and pregnancy specific factors may increase the risk of preterm birth.

Obstetric history, diseases and procedures in pregnancy, as well as lifestyle habits such as

smoking have been associated with the risk of preterm delivery. Few studies however have

considered separately early and late preterm deliveries. Moreover, about 32% of LPB are

medically indicated. The characteristics of these cases may differ from spontaneous LPB. It has

also been shown that elective Cesarean Section is responsible of the increasing rate of early term

births3, 4, 5, 6.

In 1991, a study conducted by Tucker et al to identify the etiology of preterm births

quoted that compared to the births <34 weeks, the late preterm births are the result of

spontaneous idiopathic preterm labor or PPROM than medical or pregnancy indications.34 A

larger proportion of late preterm births in their study were due to spontaneouspreterm labor (two-

thirds)compared with PPROM (one-third).34On the other hand, a study conducted by Merlino et

al in 2008 suggested that the causes of indicatedlate preterm births are similar tothat for all

preterm births includingpreeclampsia (46%), fetal indications(18%), placental abruption (14%)

andother indications (20%).35

ACOG committee in 2003 published a practice bulletin for management of preterm

labour which concluded that the relative distribution of etiologies of preterm birth at 34 weeks of

gestation were, 30% indicated preterm birth, 30% PPROM and 40% spontaneous preterm labor

where as, in late preterm births, the relative distribution of etiologies changes to 20% indicated,

25% PPROM and 55% preterm labor.35

In 2009, Gestational age wise distribution of late preterm births was studied by Lubow et

al and the incidence reported was 32.88% for 34 weeks, 33.55% for 35 weeks and 33.55% for 36
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weeks. The study also cited spontaneous labour and premature rupture ofmembranes asthe most

common indication for the late preterm delivery. 36 In another similar study conducted in 2012

by Jain et al, showed similar incidence of late preterm births, 29.8% at 34 weeks, 23.6% at 35

weeks and 46.9% at 36 weeks.37 Results of the Jain et al study were as follows; Preterm labor

and PROM accounted for 46.9% cases while maternal/fetal factors such as – PIH, GDM, ante

partum hemorrhage, multiple gestation, fetal distress, abnormal Doppler and meconium stained

amniotic fluid accounted for 53.5% cases in this study. Incidence of normal vaginal deliveries

was 62% and 36% of the late preterm were delivered by lower segment caesarean section.

50.46% of the LSCS were performed for maternal indications and fetal distress was responsible

for 49.53% of the LSCS. Incidence of ventouse and forceps delivery was 1each.37

A variety of factors responsible for late preterm births were described in the previous

studies. In a retrospective study conducted in Texas maternal age <17 and >35 increased the risk

of late preterm7. Study by Melamed et al in 2009, concluded that there was a significant

increased prevalence of nullipara among LPB.15Another study by Laughton et al in 2010 found

an association between the single status and spontaneous LPB and PROM11. However, a study

conducted in Italy in 2013 published that there was no association between marital status and

preterm births.

In a retrospective cross-sectional analysis using routine delivery data from all births in

San Antonio/Bexar County, Texas between 2000 and 2008 and including 259,576 births,

variables associated with an increased risk of LPB were black race, age <17, age ≥ 35,

gestational hypertension, chronic hypertension, and diabetes14.
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According to a study conducted in Italy hypertension increases the risk of medically

indicated LPB while a history of preterm birth or positive vaginal culture was associated with an

increased risk of spontaneous and induced LPB3.

A study by Barton et al in 2011 found that 25.5% of patients with mild gestational hypertension

without any maternal or fetal complication had iatrogenic elective late-preterm delivery. This

practice was also associated with increased rates of neonatal complications and neonatal length

of stay6.

Another study by Gyamfi et al found that the majority of nonspontaneouslate preterm deliveries

were non-evidence based. Although women withevidence-based deliveries were more likely to

have infantsadmitted to the NICU, primary factor resulting in NICUadmission was early

gestational age. Overall, 18.3% of their late preterm cohort was delivered for non-evidence based

and potentially avoidable indication.45

Thorp et al study in 2003 did not support the suggestion that induced abortions, as

performed in Italy during the study period, increased the risk of preterm delivery in

subsequent pregnancies. Previous induced abortions did not increase the risk of preterm

birth, both in small and normal for gestational age preterm infants46.

A Study done by Carreno et al in 2011 with the use of customized birth weight

standards found that FGR complicated approximately one-third of all cases of medically

indicated LPB. However, the rate of FGR was different for each group (spontaneous, 13%;

medically indicated, 32%; elective, 21%; P = .001)47.

According to a study by Masoura et al, pre eclampsia was responsible for 8% of the late

pre term deliveries and rates of caesarean section was higher in the study group with
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preeclampsia.38Shapiro – Mendoza et al found that pregnancy induced hypertension and

gestational diabetes mellitus were most frequent maternal complications in late preterm BIRTHS

followed by ante partum hemorrhage. In their study, among late-preterm infants with newborn

morbidity, 17.9% had no maternal conditions reported, 28.7% had at least 1 maternal condition

reported and 36.6% had 2 or more than 2 maternal conditions reported. It was also found that the

newborn morbidity rate doubled in infants for each gestational week earlier than 38 weeks.39

In the study by Jaiswal et al, 70.8% of late preterm had at least one of the neonatal

morbidities requiring inpatient hospital observation or admission.40 In a retrospective study by

Wang et al, 77.8% late preterm term babies had at least one clinical problem.41 Melamed, et al

found that compared with full-term infants, spontaneous late pretermdelivery was independently

associated with an increased risk of neonatal morbidity, including respiratory distress syndrome,

sepsis, intraventricular hemorrhage, hypoglycemia, and jaundice requiring phototherapy.15

Another study by Tomasheket al found that late preterm infants were 1.5 times more likely to

require hospital-related care and 1.8 times more likely to be readmitted than term infants.42

Melamed et alfound thatcompared with full-term infants, spontaneous late

pretermdelivery was independently associated with an increased risk ofneonatal morbidity

including respiratory distress syndrome,sepsis, intraventricular hemorrhage, hypoglycemia

andjaundice requiring phototherapy.15

Late preterm infants demonstrate specific infection rates, pathogen distribution, and mortality

associated with early and late onset sepsis. Recent evidence suggests that late preterm infants

(relative to full-term infants) are diagnosed with culture-proven sepsis more frequently and have

increased sepsis related mortality and a substantial increased risk for morbidity and mortality. In

the study conducted by Jain et al, incidence of sepsis was 9.6%.37 In the study by Wang et al,
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36% late preterm babies had sepsis.41 In the study by Melamed et al incidence of probable sepsis

was 19 % and that of confirm sepsis was 0.4%. Max et al found 5.9% incidence of sepsis in late

preterm group.15,56In the study by Lubow et al 20% late preterms had respiratory

complications.36 Jaiswal et al reported 10.5% incidence of respiratory morbidities in late preterm

study group.40 In the study by Leone et al, incidence of respiratory distress was 34.7%.52 Escobar

et al found that 10.7% of the late preterms needed respiratory support while in the study by

Rubaltelli et al, 9.6% of late preterm newborns needed respiratory support.53,54

Late Preterm infants are at increased risk of developing hypoglycemia after birth, because

they have immature hepatic glycogenolysis and adipose tissuelipolysis, hormonal dysregulation

and deficient hepatic gluconeogenesis and ketogenesis.17 The incidence of hypoglycemia was

8.8% in the study by Jaiswal et al.40 In the study by Celik et al, 4% incidence of hypoglycemia

was noted.55 Melamed et al found that6.8% of the late preterms had hypoglycemia with higher

incidence in the late preterms towards 34 weeks of gestation.15 Few studies reported higher

incidences of hypoglycemia such as Jain etal reported 30% incidence of hypoglycaemia.37 Study

by Wang et al showed that 15.6 % of the late pre terms had hypoglycaemia.41 In the study by

Leone et al 14.3 % of the late preterms werehypoglycaemic.52

Pune study found that incidence of hyperbilirubinemia is 13% and was more towards 34 weeks

of gestation and the difference was found to be statistically significant.  Jain et al found that

neonatal hyperbilirubinemia requiring treatment in the form of phototherapy was much higher in

late preterm babies as compared to term babies (50.8 vs. 10.4%).37 Their study also revealed that

more babies - 67.3% at 34 weeks of gestation required treatment for jaundice as compared to 44

% at 35 and 36 weeks gestation.37 In the study by Jaiswal et al, hyperbilirubinemia was the most

common early morbidity in the late preterm group with incidence of 55%.40 Wang et al found the
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incidence of neonatal jaundice to be 54.4% in the late preterm age group.41 In the study on late

preterms by Melamed et al, incidence of neonatal hyperbilirubinemia was 18 % with higher

incidence towards 34 weeks of gestation.15 Incidence of neonatal hyperbilirubinemia was 47.4 %

in the study conducted by Leone et al.52 In a prospective study by Celik et al 13.7 % of the late

preterms had hyperbilirubinemia.55 Max et al found the incidence of neonatal hyperbilirubinemia

to be 17.6%.56 Lavanya et al found the incidence ofhyperbilirubinemia to be 57% in the late

preterm population.57 They also found that incidence of hyperbilirubinemia was more towards

lower gestational age.57 The high incidence of significant jaundice in late preterm infants may be

attributed to their inability to handle bilirubin load, decreased hepatic UDP glucuronyl

transferase enzyme activity, and a slower post natal maturity of hepatic bilirubin uptake.

Jaundice in late preterm infants is more prevalent, more pronounced, and more protracted in

nature than in their term counterparts.

According to the review article published in 2010 RDS, sepsis and PDA were the three important

early morbidities noted.16 Kalyoncu et al found the incidence of mortality as 2.3% in late preterm

births.58 The morbidity is significantly higher in late preterm infants than in term ones. Thus, it is

not surprising that the survival rate of late preterm infants is significantly reduced. The mortality

in the early neonatal (0-6 days), late neonatal (7-27 days) and post neonatal (28-364 days)

periods were 6, 3, and 2 times higher respectively in late preterm infants than in term infants in a

study conducted by Shapiro – Mendoza et al.37The common causes of death were congenital

malformations, immaturity, sepsis, atelectasis, maternal complications and sudden infant death

syndrome (SIDS). SGA are suggested to substantially increase the mortality rate.17

Iatrogenic prematurity is an underappreciated contributor to the burden of preterm birth.

Inaccurate gestational age assessment is the most common cause of unintentional / iatrogenic pre
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maturity. ACOG has proposed strict guidelines for gestational age assessment with the intention

of minimizing the risk of unintended prematurity. ACOG has also mandated that elective

delivery should be planned after 39 weeks of gestation in well-dated pregnancies.43 An earlier

elective delivery can only be considered after documentation of FLM (with 2 exceptions in

which elective delivery can be performed at 38 weeks without documentation of FLM: HIV and0

multiple pregnancies).43

In a recent retrospective cohort study of late preterm births (34-37 weeks) at a single

tertiary care institution, the authors concluded that less than 10% of late preterm births in this

cohort were purely elective and greater than80% were clearly unavoidable.44 These data suggest

that the adverse perinatal outcome seen in infants born in the late preterm period may be due to

the underlying medical or obstetric condition that prompted the early delivery in the first place,

and not due to the gestational age at delivery alone.

With the increase in frequency of late preterm deliveries and its associated increased rate of

adverse short and long-term newborn outcomes, recent attention has focused on the etiology of

late preterm births and how this may be distinct from very preterm and moderately pretermbirths.

Prior research on late preterm neonates has focused on their physiologic immaturity with

associated higher morbidities and mortality compared to neonates born ≥ 37 weeks gestation.

For obvious reasons, elective preterm deliveries are likely underreported. So how common are

elective late preterm births? Stated differently, what proportion of late preterm births is

avoidable?

The clinical decision whether to deliver a premature baby is determined by the balance

between the risk of death and morbidity associated with prematurity on one hand and the

assessment of maternal and fetal well being by termination of pregnancy on the other. There is
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now a growing awarenesswith regard to late preterm birth dueto the unanticipated rate of

complicationsthis group has demonstrated. There have been many factors found to be associated

with late preterm births. Few studies have dealt with factors like hypertension in detail.But none

of the studies have included all the above mentioned factors. There are also some conflicting

results regarding few factors in previous studies. There is a need to evaluate the indications

warranting late preterm delivery, particularly due to the morbidity associated with birth in this

gestational age window and still less is known about all the risk factors, which is the aim of my

study.
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METHODS

The present study was conducted in the Department of Obstetrics and Gynecology,

teaching hospital attached to KLE University’s Jawaharlal Nehru Medical College, Belagavi.

Study design

The study was a case control study.

Study period

This study was conducted during the period from May 2015- April 2016.

Source of data

Pregnant women with gestational age 34 to 36+6 weeks who delivered either vaginally or

by Cesarean section in the labour room were included in the study as cases. Controls were

women who delivered at 37 weeks onwards, immediately after a case occurred.

Sample size

A total of 459 pregnant women delivering late preterm birthsand 459 who delivered term

birthswere included in the study.

Sampling technique

The sample size was calculated by the following formula
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N    =     2 (Z α + Z β) PQ

------------------------------

(P0- P1`)

Where,

N = number of samples

Z α = constant = 1.96

Z β = 0.84

P = P0 + P1 /2

Q =100 - P

With type I error rate α = 0.05 and

Type II error rate β = 0.02 with a power of 80%

Considering the above formula the minimum sample size was calculated as 280 (140 in

each group). However during the study period 459 womenwho delivered in late preterm

gestation were assessed for eligibility and the same were included in the study as cases. Equal

numbers of controls were included.
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Selection criteria

Inclusion Criteria:

Selection of cases:

• Women delivering between 34 weeks to 36 weeks 6 days period of gestation (gestational

age assigned by ultrasound before 20th week of gestation).

Selection of controls:

• Women delivering 37 weeks onwards and period of gestation assigned by ultrasound

before 20th week of gestation.

Exclusion Criteria:

 Women without an ultrasound before 20th week of gestation.

 Women who refused to consent

Ethical clearance

Prior to the commencement of the study ethical clearance was obtained from the

Institutional Ethical committee, Jawaharlal Nehru Medical College, Belgaum. Letter no:

MDC/DOME/171 dated 17/11/2014

Informed Consent

All pregnant women who met the inclusion criteria of cases and controls, admitted to the

labour room were screened for eligibility by detailed history, routine antenatal examination and

investigations by trained residents in the department of obstetrics and gynecology. Those
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fulfilling the selection criteria were explained about the purpose of the study. A written informed

consent was obtained from all the participants before the enrollment (Annexure I).

Method of collection of data

After enrollment demographic data, obstetric history, current pregnancy details,

information on labour, mode of delivery was obtained. Routine obstetric examination was carried

out.  Neonatal outcome after delivery was obtained. The data was recorded on a predesigned and

pretested data collection instrument (Annexure II).

CONSORT Flow diagram

Total number of deliveries during the study period

6345

Term deliveries

5513

Preterm deliveries

832

Preterm deliveries
(<34 weeks)

325

Late Preterm
deliveries

507

Included in the study

459

37- No USG before 20 weeks

11- Missing data
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During this one year period, total 6345 deliveries occurred, among which 832 were

preterm (13.11%). Among these 832 preterm births, 507 were late preterm ones (61%).

However, 459 women who met the inclusion criteria were included as cases.

Procedure

Cases and controls who met the inclusion criteria were identified and data was collected by

direct interviewing with women and their relatives and from the records. Information regarding

the neonate was collected at the time of discharge from the records.

A data collection instrument was designed which consisted information regarding

following; (Annexure II)

1. Sociodemographic data;

2. Maternal characteristics;

3. Current pregnancy;

4. Mode of delivery;

5. Newborn condition and complications.

During the period of one year, total preterm births were noted to be 832. 507 among these

preterm deliveries were late preterm deliveries. However, 459 met the inclusion criteria as 37 of

them did not have a documentation of USG before 20th week and 11 cases had incomplete data.
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Statistical analysis

Thedataobtained was coded and entered into Microsoft Excel Worksheet.The data was

analysed using chi-square test and Fischer’s exact test. Association of each risk factor with LPB

was obtained by chi square test. A probability value (‘p’ value) of less than or equal to 0.05 was

considered as statistically significant. Univariate logistic regression analysis was done to identify

one to one relationships between each risk factor and LPB and measure of association was

calculated by unadjusted odds ratio with corresponding 95% confidence interval

All statistical calculations were done with the use of the computer programs Microsoft

Excel 2013 and SPSS version 17 for Microsoft windows
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RESULTS

This Case Control study was conducted in the Department of Obstetrics and Gynecology,

teaching hospital attached toKLE University’s Jawaharlal Nehru Medical College Belgaum,

during the period from May 2015- April 2016.

A total of 918 pregnant women were included in the present study. 459 women who

delivered late preterm births(34 to 36+6 weeks gestation) were included in the study as cases.

Controls were the women who delivered at term immediately after a caseoccurred.

Thedataobtained was entered into Microsoft Excel Worksheet, analyzed and results were

tabulated as below.
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Table 1: Maternal Age distribution

Age group (Years)

Cases  (n=459) Control (n=459)

Number Percent Number Percent

18-24 264 57.5% 292 63.6%

25-29 145 31.6% 130 28.3%

30-34 43 9.4% 32 7%

35-39 07 1.5% 05 1.1%

Total 459 100.00 459 100.00

Chi square value = 5.138 DF= 3 p= 0.273

Graph 1: Age distribution

Majority of pregnant women, 57.5% in cases and 63.6% women in control group were

aged between 18 to 24 years. 31.6% women in the cases and 28.3% in the control group were

between 25 – 29 years.  P value = 0.273 was not statistically significant. Hence, in this study

there was no statistically significant association between maternal age distribution in both cases

and controls.
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Table 2: Parity

Parity
Cases  (n=459) Control (n=459)

Number Percent Number Percent

0 240 52.3% 251 54.3%

1 136 29.6% 155 33.8%

2 66 14.4% 43 9.4%

≥3 17 3.7% 10 2.2%

Total 459 100.00 459 100.00

Chi square value = 8.155         DF= 3 p = 0.043

Graph 2: Parity

52.3 % of the pregnant women among cases and 54.3 % of the pregnant women in

control group were primigravida. 33.8% of controls and 29.6% of cases had parity status one. P

value  (P = 0.043) was statistically significant. Parity status has an association with the late

preterm births.
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Table 3: Association with PPROM

PPROM
Cases  (n=459) Control (n=459)

Number Percent Number Percent

Yes 150 32.7% 63 13.7%

No 309 67.3% 396 86.3%

Total 459 100.00 459 100.00

Chi square value = 46.271 p <0.001 OR = 3.05 (95%CI – 2.2-4.2)

Graph 3: Association with PPROM

The study showed significant association of PPROM with LPB as 32.7% of cases and

67.30% controls had PPROM. P value (<0.001) was statistically significant. Odds ratio was

found to 3.05.
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Table 4: Association with history of prior preterm births

Cases  (n=459) Control (n=459)

Number Percent Number Percent

No 371 80.8% 455 99.1%

1 69 15% 4 0.9%

≥2 19 4.2% 0 0

Total 459 100.00 459 100.00

Chi square value = 85.419  DF = 2  p <0.001 OR = 26.98 (95%CI –9.8-73.47)

Graph 4: Association with history of prior preterm births

The present study showed that prior one preterm birth was found in 15% of cases where

as only 0.9% of controls had prior one preterm birth. Prior 2 preterm births was seen in only in

cases (4.2%). P value (<0.001) was statistically significant. There was a statistically significant

association with Odds ratio being 26.98
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Table 5: Association with Gestational hypertension

Gestational

HTN

Cases  (n=459) Control (n=459)

Number Percent Number Percent

Yes 22 4.8% 10 2.2%

No 437 95.2% 449 97.8%

Total 459 100.00 459 100.00

Chi square value = 19.667 p <0.001 OR = 2.35 (95%CI –1.1-4.9)

Graph5: Association with Gestational hypertension

4.80% of cases had gestational hypertension and only 2.20% had the risk factor among

controls. P value was statistically significant (p <0.001). The association with gestational

hypertension was statistically significant with odds ratio of 2.35
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Table 6: Association with Chronic hypertension

Chronic

HTN

Cases  (n=459) Control (n=459)

Number Percent Number Percent

Yes 23 5% 10 2.2%

No 436 95% 449 97.8%

Total 459 100.00 459 100.00

Chi square value = 20.11p <0.001 OR = 2.4 (95%CI –1.1-5)

Graph 6: Association with Chronic hypertension

In the present study, 5% of cases had chronic hypertension and only 2.20% had the risk

factor among controls. P value was statistically significant (p <0.001). The association with

chronic hypertension was statistically significant with odds ratio of 2.4
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Table 7: Association with Severe Pre-eclampsia

Chi square value = 120.42 DF=1   p <0.001 OR = 8 (95%CI –5.3-12)

Graph 7: Association with Severe Pre-eclampsia

Majority of the severe pre-eclamptics were seen in the cases group (36.6%) and a few of

them in control group (6.8%). P value was statistically significant (p <0.001). The association

with severe pre-eclampsiawas statistically significant with odds ratio of 8.
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Table 8: Association with Spontaneous abortion

Spontaneous abortion
Cases  (n=459) Control (n=459)

Number Percent Number Percent

0 398 87.1% 415 90.4%

1 25 5.5% 32 7%

2 25 5.5% 10 2.2%

≥3 09 1.9% 02 0.4%

Total 459 100.00 459 100.00

Chi square value = 12.094        DF= 3 p = 0.007

Graph 8: Association with Spontaneous abortion

In the present study, a larger part of the cases had 1 or 2 spontaneous abortion (5.5%

each) and 1.9% of cases had more than 3 spontaneous abortion. P value (P = 0.007) was

statistically significant.
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Table 9: Association with Induced abortion

p = 0.107

Graph 9: Association with Induced abortion

0.4% of cases and 1.70% of controls had induced abortions. However, no significant

association was found with the induced abortion as p value was 0.107
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Table 10: Association with Eclampsia

Chi square value = 9.43 DF=1 p = 0.002    OR = 3.8 (95%CI –1.5-9.4)

Graph 10: Association with Eclampsia

In the present study, 4.85 of cases had Eclampsia and only 1.3% among controls had

Eclampsia. P value was statistically significant (p = 0.002). The association with Eclampsiawas

statistically significant with odds ratio of 3.8.
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Table 11: Association with Gestational diabetes mellitus

Chi square value = 62.624 DF=1 p < 0.001   OR = 9.8 (95%CI – 5-19.2)

Graph 11: Association with Gestational diabetes mellitus

In the present study, majority of the gestational diabetics were cases (17.90%) and a few

of them were among controls(2.2%). P value was statistically significant (p<0.001). The

association with gestational diabetes was statistically significant with odds ratio of 9.8.
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Table 12: Association with Abruption

Chi square value = 25.5 DF=1 p< 0.001  OR = 5.4 (95%CI – 2.6-11.2)

Graph 12: Association with Abruption

9.8% of cases had abruption where as only 2% of controls presented with abruption. P

value was statistically significant (p<0.001). The association with abruption was statistically

significant with odds ratio of 5.4.
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Table 13: Association with Placenta Previa

Chi square value = 52.30 DF=1 p < 0.001OR = 14.1 (95%CI – 5.6-35.7)

Graph 13: Association with Placenta Previa

In the present study, a greater part of women who had placenta previa were among the

cases (13.5%) where as only 1.1% of the controls had placenta previa. P value was statistically

significant (p<0.001). The association with placenta previa was statistically significant with

odds ratio of 14.
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Table 14: Association with multiple gestations

Chi square value = 65.61 DF=1      p < 0.001  OR = 14.9 (95%CI – 6.4-34.5)

Graph 14: Association with multiple gestations

A greater part of women who had multiple gestations were among the cases (16.6%)

where as only 1.3% of the controls had multiple gestations. P value was statistically significant

(p<0.001). The association with multiple gestations was statistically significant with odds ratio

of 14.9.
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Table 15: Association with IUD

Chi square value = 10.056 DF=1 p <0.001 OR = 4.2 (95%CI – 1.9-9.2)

Graph 15: Association with IUD

In the present study, 7% were cases among the ones with IUD and 1.7% were among

controls. P value was statistically significant (p<0.001). The association with IUD was

statistically significant with odds ratio of 4.2.
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Table 16: Onset of labour

Chi square value = 114.074 DF=1 p < 0.001OR = 4.7 (95%CI – 3.5-63)

Graph 16: Onset of labour

In the present study,labour was spontaneous in 55% cases and 79.30% controls where as

44.9% of cases were induced for one or other maternal, fetal or obstetric indications described

above.P value was statistically significant (p<0.001). Hence, majority of the cases were induced

with odds ratio of 4.7.
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Table 17: Mode of delivery

Mode of delivery
Cases  (n=459) Control (n=459)

Number Percent Number Percent

Cesarean section 256 55.8% 81 17.6%

Forceps Delivery 0 1 0.2%

Vaginal delivery 203 44.2% 364 78.3%

VentouseDelivery 0 13 2%

Total 459 100.00 459 100.00

p<0.001

Graph 17: Mode of delivery

In the present study, among 459 cases, 55.8% underwent cesarean section where as the

remaining 44.2% delivered vaginally. Majority of controls delivered vaginally (78.3%) and

17.6% of controls underwent cesarean section and remaining 2.8% and 0.2% underwent

ventouse and forceps delivery respectively. P value was statistically significant (p<0.001).
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Table 18: Distribution of Gestational age

Gestational Age Cases and controls

34 100

35 159

36 200

Among the cases, majority of them delivered at gestational age of 36 weeks (200) and

remaining 159 delivered at 35 weeks gestational age and rest 100 delivered at 34 weeks period

of gestation.
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Table 19: Association of birth weight.

Chi square value = 548.467DF=1p <0.001 OR = 72.1 (95%CI – 46.2 – 112.4)

Graph18: Association of birth weight.

In the present study, 83.4% of low birth weights were among the cases and

only 6.5% were controls. P value was statistically significant (p<0.001). There

was a significant association with low birth weights and the cases with odds ratio

of 72.1.
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Table 20: Association of Newborn complications

Graph 19: Association of Newborn complications

Majority of the newborns among cases (83.7%)had a newborn complication. Mortality

was seen in 6.3%. 32 cases of IUD were excluded while analyzing the newborn complications.
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Table 21: Distribution of newborn complications

Graph 20: Distribution of newborn complications
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Complications Total Percentage

Hyperbilirubinemia 84 21.9%

Hypoglycemia 25 6.5%

Fetal growth restriction 44 11.5%

Intraventricular hemorrhage 09 2.3%

Necrotizing enterocolitis 06 1.6%

Patent ductusarteriosus 11 2.9%

Respiratory distress syndrome 51 19%

Sepsis 96 25%

Transient tachypnoea of newborn 58 09%

Neonatal Mortality 29 6.3%
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As cited above 25% of them had sepsis and 21.9% had hyperbilirubinemia, 09% and 19% had

TTN and RDS respectively. 2.9% had patent ductusarteriosus and 2.3 had IVH. 83.4 % of cases

delivered newborns with birth weight <2.5 kg.  Along these lines, Sepsis, Hyperbilirubinemia

and RDS were the frequent complication in this gestational window. Neonatal mortality was

found to be 6%.
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DISCUSSION

Late preterm birth is a major public health issue and delivery in this gestational period is

a matter of controversy in most of the conditions. Several studies have been conducted to

identify the short term and long term morbidities of late preterm birth. Few studies have also

tried to consider the factors leading to these seemingly healthy late preterm infants. Majority of

the factors are subdivided widely into 2 groups, factors causing spontaneous LPB or Induced/

Iatrogenic LPB. Iatrogenic LPB is an underrated contributor of late preterm birth. Due to this

very reason ACOG mandated elective deliveries strictly at 39 weeks and if preterm deliveries

were to occur then a clear documentation of the FLM and indication for the delivery need to be

mentioned.43

Despite the evidence and recommendations, there is reluctance in the obstetrical community to

adopt the practice of planned / elective deliveries at 39 weeks.16 Thisis not only inappropriate but

it is potentially dangerous because it can lead to unintentional late preterm birth with its

accompanying complications. ACOG suggested that a significant number of reductions in late

preterm births would be seen following this practice.43

Majority of studies in the past have studied risk factors for preterm births. Previous research on

late preterm neonates focused on their physiologic immaturity with associated higher morbidities

and mortality compared to neonates born ≥ 37 weeks gestation.Present study analyzed the risk

factors for late preterm birth, a population much different from the over all preterm births.

The present study was undertaken to identify the risk factors leading to late preterm births which

was my primary objective. The secondary objective was to assess the neonatal conditions and

complications that occurred in these infants.
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This case control study was conducted in the Department of Obstetrics and Gynecology, teaching

hospital attached to KLE university’sJNMC Belgaum during the period of May 2015 to April

2016. A total of 459 pregnant women between 34 weeks to 36 weeks 6 days period of gestation

admitted to the labour room and delivering preterm babies were included in the study. Controls

were the women who delivered at term (>37 weeks) immediately after a case occurred.  Cases

and controls who met the inclusion criteria were identified and data was collected.A data

collection instrument was designed which consisted information regarding sociodemographic

data, maternal characteristics, current pregnancy, mode of delivery, newborn condition and

complications. Details regarding the neonate were collected at the time of discharge from the

record. Data was entered in the Microsoft excel sheet and statistical analysis was done.

The incidence of late preterm birth varies from country to country and in current study,incidence

was 8% of total births consistent with the review article published on late preterm birth in

2010.14 The percentage distribution of LPB in the present study were 21.78%, 34.64% and

43.57% at 34, 35, 36 weeks respectively similar to an Indian study conducted at Pune in 2015.15

A retrospective study conducted in Texas concluded, maternal age <17 and >35 increased the

risk of late preterm where as, present study did not show any significant association between

maternal age and late preterm birth.12In contrast to this, a study conducted by Laughon et al on

precursors of late preterm birth in 2010 published that women who had a spontaneous preterm

birth and preterm PROM had a higher percentage of maternal age < 18 years old, BMI < 25.0

kg/m2 and single status than women with indicated or unknown precursors or women who

delivered at term.11

Current study showed significant association was found with parity one, in contrast to

results of a case control study in Italy which quoted no association between parity and Late
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preterm birth.7Laughon et al study and an Indian study which considered finding an association

between parity status and late preterm birth showed similar findings.10,11 In contrast to the above

mentioned studies, Study at Melamedconcluded that there was a significant increased prevalence

of LPB among nullipara. 5,15

In agreement with other available studies, History of previous preterm birth was seen in 19.2%

of cases, 15% had previous one PTB and 4.2% had previous 2 PTB and it was one of the

strongest risk factors (OR- 26.98)  for LPB.5A case control study conducted in Italy analyzed

305 women where history of prior preterm births was associated to be a prime factor in Late

preterm deliveries.5 In 2007, Spong et al described prior preterm birth as a major risk factor for

late preterm infants.48Various studies also found that history of one prior preterm birth accounts

for 15% of risk to preterm delivery where as, history of prior 2 preterm births accounts for 30%

risk.48,49But in present study, the number of prior 2 PTB were only 4.2% as there were less

number of women with parity status more than 2.

In the present study, PPROM was found in 32.7% and it was found that 55.1% were spontaneous

births and 44.9 % were induced/ iatrogenic late preterm births. The 2010 Laughon et al study

reported that Spontaneous preterm birth, including spontaneous labor and preterm premature

rupture of membranes, accounted for approximately two thirds of all late preterm births, while

another third had an indicated precursor.11 Similar findings were seen in study by Lubow et al

that spontaneous labour and premature rupture of membranes were the most common indication

for the late preterm delivery.36 The high number of induced deliveries in the study correlates with

the number of cases of hypertensive disorders and other risk factors described.

In accord to a study conducted in Italy which reported hypertension to be strongly associated

with LPB, hypertensive disorders of pregnancy were another strong risk factor in the present
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study with PE (OR-8) and Eclampsia(OR- 3.8) comprising major input.5 Similar results were

noted in various studies.4,8,9,15In the study by Masoura et al, pre eclampsia was responsible for

8% of the late pre term deliveries.38 Shapiro – Mendoza et al found that pregnancy induced

hypertension was the most frequent maternal complication in late preterms.39 This study also

concluded that gestational diabetes to be another important maternal complication leading to late

preterm births.39

In a retrospective cross-sectional analysis which analyzed routine delivery data from all births in

San Antonio/Bexar County, Texas variables associated with an increased risk of LPB were black

race, age <17, age ≥ 35, gestational hypertension, chronic hypertension, and diabetes12. Current

study had similar results with gestational hypertension, chronic hypertension and diabetes as risk

factors.This study did not show any association between previous history of induced abortion

and LPB in contrast to Thorp et al study which suggested that induced abortions increased

the risk of preterm delivery in subsequent pregnancies.46

Multifetal pregnancy, placenta previa and abruptio placenta have been recognized as a risk

factor for preterm births, the same is evident even in late preterm gestation. This study had

16.6% of multifetal gestation, 13.5% of Placenta previa and 9.8% of Abruptio placenta. Each

of them had a trivial association with late preterm births comparable to the conclusion of Pune

2015 study and review article 2010.14,15 Multifetal gestation was seen in 7% of women in

Laughon et al study.11 Incidence of placental abruption was reported to be 14% in 2008 Merlion

et al study.50 Placenta previa and abruption have been considered as major factors responsible for

delivery in late preterm gestation by various studies.51Shapiro – Mendoza et al study found that

ante partum hemorrhage was the second common causative factor in late preterm delivery after

hypertensive disorders.39
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With regard to the mode of delivery, in the present studyamong 459 cases, 55.8% underwent

cesarean section where as the remaining 44.2% delivered vaginally. Majority of controls

delivered vaginally (78.3%) and 17.6% of controls underwent cesarean section and remaining

2.8% and 0.2% underwent ventouse and forceps delivery respectively. Similar findings were

noted by the Laughon et al study, where rate of cesarean section was doubled in late preterm

gestation compared to term.11 In contrast to this, an Indian study conducted in Pune concluded

that incidence of normal vaginal deliveries was higher with 62% of the late pre terms delivered

by this route and 36% of the late preterm delivered by lower segment caesarean section.17 similar

to present study, instrumental delivery in their study was reported as 1% in both ventouse

assisted and forceps delivery. In the study by Jain et al, 86.8% late preterm babies were delivered

by caesarean section while only 10.5% were delivered by vaginal route and 2.6% by assisted

vaginal deliveries.37 However they also quoted that caesarean rates in their study were higher

because a majority of them were referred for antenatal problem.37 Incidence of deliveries

conducted by caesarean section was 67.8% in the study by Jaiswal et al40. In their study 32.2 %

late preterms were delivered by normal vaginal delivery. In the study by Masoura et al, rates of

caesarean section was higher in the study group with pre eclampsia.38 In the study by Melamed

et al, incidence of caesarean section in late preterm group was 27.7%.15 Thus, compared to other

Indian studies, incidence of caesarean deliveries was higher in present study group. High rates of

c-section in this study can be attributed to the majority of women who were referred with an

anticipated antenatal problem as this is a tertiary care centre and also the number of eclamptics

and pre eclamptics noted and the number of cases induced in view of such complications.

On the subject of Neonatal outcome, current study showed momentous difference between the

neonatal outcome of term and late preterm births.While analyzing the results of newborn



Discussion

Page 58

complications, 32 cases of IUD were excluded from the analysis. Incidence of early morbidities

in the late preterms was 83% in present study. Similar findings were reported in following

studies. In the study by Jaiswal et al70.8% of latepreterm had at least one of the neonatal

morbidities requiring admission to neonatal intensive care unit.40 In a retrospectivestudy by

Wang et al, 77.8% late preterm term babies had atleast one clinical problem.41 Another study by

Tomashek,et alfound that late preterm infants were 1.5 times morelikely to require hospital-

related care and 1.8 times more likely to be readmitted than term infants.39 Shapiro - Mendoza, et

al found that the newborn morbidity rate doubled in infantsfor each gestational week earlier than

38 weeks.39

Melamed, et alfound thatcompared with full-term infants, spontaneous late pretermdelivery was

independently associated with an increased risk ofneonatal morbidity, including respiratory

distress syndrome,sepsis, intraventricular hemorrhage, hypoglycemia, andjaundice requiring

phototherapy.15Similarly, in present study amid a range of neonatal morbidities studied, sepsis

(25%), hyperbilirubinemia (21.9%), RDS (19%) and TTN (09%) were noteworthy with major

contribution. Patent ductus arteriosus (2.9%), IVH (2.3%) were other morbidities noted. Sepsis,

Hyperbilirubinemia and RDS were of a greater magnitude. Comparable results were reported in

available studies.2,7,14,15

Incidence of sepsis was 25% in this study. In the study conducted by Jain et al, incidence of

sepsis was 9.6%.37 In the study by Wang et al, 36% late preterm babies had sepsis.41 In the study

by Melamed et al incidence of probable sepsis was 19 % and that of confirm sepsis was 0.4%.

Max et al found 5.9% incidence of sepsis in late preterm group.15,56 Late preterm infants

demonstrate specific infection rates, pathogen distribution, and mortality associated with early

and late onset sepsis. Recent evidence suggests, however, that late preterm infants (relative to
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full-term infants) are diagnosed with culture-proven sepsis more frequently, have increased

sepsis related mortality, and have a substantial increased risk for morbidity and mortality.

Incidence of Respiratory distress syndrome (RDS) in the present study was 19%. In the study by

Lubow et al 20% late preterms had respiratory complications.36 Jaiswal et al reported 10.5%

incidence of respiratory morbidities in late preterm study group.40 In the study by Leone et al,

incidence of respiratory distress was 34.7%.52 Escobar et al found that 10.7% of the late preterms

needed respiratory support while in the study by Rubaltelli et al, 9.6% of late preterm newborns

needed respiratory support.53,54

Late Preterm infants are at increased risk of developing hypoglycemia after birth, because they

have immature hepatic glycogenolysis and adipose tissuelipolysis, hormonal dysregulation, and

deficient hepatic gluconeogenesis and ketogenesis.17 In the present study, incidence of

hypoglycemia was found to be 6.5% similar to Indian study done in Pune where the incidence

was 7%.17 The incidence of hypoglycemia was 8.8% in the study by Jaiswal et al.40 In the study

by Celik et al 4% incidence of hypoglycemia was noted.55 Melamed et al found that6.8% of the

late preterms had hypoglycemia with higher incidence in the late preterms towards 34 weeks of

gestation.15Few studies reported higher incidences of hypoglycemia such as, Jain etal reported

30% incidence of hypoglycaemia.37 whereas study by Wang et al showed that 15.6 % of the late

pre terms had hypoglycaemia.41 In the study by Leone et al 14.3 % of the late preterms were

hypoglycaemic.52

The incidence of hyperbilirubinemia was 21.9%, in current study. Pune study found that

incidence of hyperbilirubinemia 13% and was more towards 34 weeks of gestation and the

difference was found to be statistically significant.Jain et al foundthat neonatal

hyperbilirubinemia requiring treatment in theform of phototherapy was much higher in late
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preterm babiesas compared to term babies (50.8 vs. 10.4%).37 Their study alsorevealed that more

babies - 67.3% at 34 weeks of gestationrequired treatment for jaundice as compared to 44 % at

35 and36 weeks gestation.37 In the study by Jaiswal et al,hyperbilirubinemia was the most

common early morbidity inthe late preterm group with incidence of 55%.40 Wang et al found the

incidence of neonatal jaundice to be 54.4% in the late preterm age group.41 In the study on late

preterms by Melamedet al, incidence of neonatal hyperbilirubinemia was 18 %with higher

incidence towards 34 weeks of gestation.15 Incidenceof neonatal hyperbilirubinemia was 47.4 %

in the studyconducted by Leone et al.52 In a prospective study by Celik et al 13.7 % of the late

preterms had hyperbilirubinemia.55 Maxet al found the incidence of neonatal hyperbilirubinemia

tobe 17.6%.56 Lavanya et al found the incidence ofhyperbilirubinemia to be 57% in the late

preterm population.57They also found that incidence of hyperbilirubinemia was moretowards

lower gestational age.57 The high incidence ofsignificant jaundice in late preterm infants may be

attributed totheir inability to handle bilirubin load, decreased hepatic UDPglucuronyl transferase

enzyme activity, and a slower post natalmaturity of hepatic bilirubin uptake. In this study

incidence ofhyperbilirubinemia was lower as compared to most otherstudies.17 Jaundice in late

preterm infants is more prevalent,more pronounced, and more protracted in nature than in

theirterm counterparts.

According to the review article published in 2010 RDS, sepsis and PDA were the three important

early morbidities noted.16 In the present study sepsis was seen in 25%, RDS in 19% and patent

ductus arteriosus in 2.9%.  Mortality rate in this study was 6.3% where as Kalyoncu et al found

the incidence of mortality as 2.3% in late preterm births.58 The morbidity is significantly higher

in late preterm infants than in term ones, thus it is not surprising that the survival rate of late

preterm infants is significantly reduced. The mortality in the early neonatal (0-6 days), late
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neonatal (7-27 days) and post neonatal (28-364 days) periods were 6, 3, and 2 times higher

respectively in late preterm infants than in term infants in a study conducted by Shapiro –

Mendoza et al.37The common causes of death were congenital malformations, immaturity,

sepsis, atelectasis, maternal complications and sudden infant death syndrome (SIDS). SGA are

suggested to substantially increase the mortality rate.17

Thus, LPB are associated with significantly increase of newborns morbidity and mortality, early

and late as well as compared to full term births. In order to prevent LPB the identification of the

risk factors is fundamental. The present study is an attempt to obtain actual data on latepreterm

births and associated neonatal morbidities from India. Risk factors found to be statistically

significant in association with late preterm births in the present study were Hypertensive

disorders of pregnancy (Gestational HTN- 4.8%, Chronic HTN – 5%, PE – 36%, Eclampsia –

4.8%) followed by PROM (32.7%),  History of prior preterm births (19.2%), Gestational

diabetes (17.9%), Multifetal gestation (16.6%), Placenta previa (13.5%), Abruptio placenta

(9.8%).

On analyzing neonatal outcome, Sepsis was found in 25%, Hyperbilirubinemia in 21.9%, RDS

in 19%, Transient tachypnoea of newborn in 09% and PDA in 2.9% of the neonates. As the

present study was designed to asses early neonatalmorbidities, rehospitalisation, length of follow

up and longterm risks to which these infants are exposed have not beenstudied. The study

population is derived from tertiarycare referral centre where significant proportions of

mothersare referred for antenatal problems. Therefore a higherincidence of morbidities was

observed in these late preterm populations.

The above findings also suggest that the adverse perinatal outcome seen in infants born in the

late preterm period may be due to the underlying medical or obstetric condition that prompted
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the early delivery in the first place and not due to the gestational age at delivery alone. A

reduction in the number of newborns exposed to unnecessary risks due to elective delivery in the

later preterm period would have great societal benefit. In an era where both the quality and cost

of care are of paramount importance, we must reassess the clinical opinions about timing of

delivery. Because published data reveal that some harm may occur as a result of unnecessary late

preterm births, the practice of preterm delivery without a clear indication merits strict

reevaluation.
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SUMMARY

This case control study was conducted inDepartment of Obstetrics and Gynecology,

teaching hospital attached to KLE University’s Jawaharlal Nehru Medical College, Belagavi

during the period of May 2015 to April 2016. The present study was undertaken to identify the

risk factors leading to late preterm births in our hospital which was my primary objective. The

secondary objective was to assess the neonatal conditions and complications that occurred in

these infants.

During this one year period, total 6345 deliveries occurred, among which 832 were

preterm (13.11%). Among these 832 preterm births, 507 were late preterm ones (61%).

However, 459 women who met the inclusion criteria were included as cases. A total of 459

pregnant women delivering between 34 weeks to 36 weeks 6 days period of gestation admitted to

the labour room were included in the study. Controls were the women who delivered at term

(>37 weeks) immediately after a case occured.  Cases and controls who met the inclusion criteria

were identified and data was collected.A data collection instrument was designed which

consisted information regarding sociodemographic data, maternal characteristics, current

pregnancy, mode of delivery, newborn condition and complications. Details regarding the

neonate were collected at the time of discharge from the record. Data was entered in the

Microsoft excel sheet and statistical analysis was done.

Risk factors found to be statistically significant in association with late preterm births in the

present study were Hypertensive disorders of pregnancy (Gestational HTN- 4.8%, Chronic HTN

– 5%, PE – 36%, Eclampsia – 4.8%) followed by PROM (32.7%),  History of prior preterm

births (19.2%), Gestational diabetes (17.9%), Multifetal gestation (16.6%), Placenta previa
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(13.5%), Abruptio placenta (9.8%). More than one complication was noted in many of the

cases.On analyzing neonatal outcome, Sepsis was found in 25%, Hyperbilirubinemia in 21.9%,

RDS in 19%, Transient tachypnoea of newborn in 09% and PDA in 2.9% of the neonates.
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CONCLUSION

It is evident from the this study that following were the risk factors of late preterm

births, history of prior PTB, gestational hypertension, chronic hypertension, PE, GDM,

Eclampsia, multifetal gestation, abruption, placenta previa and IUD. History of prior

preterm births and hypertensive disorders of pregnancy were major contributors. Neonatal

mortality and morbidity is higher in LPTB compared to term births. Sepsis,

hyperbilirubinemia and RDS were the frequent morbidities noted.

The indication for the induction or need for termination should be reevaluated in the late preterm

gestation. In order to prevent late preterm birth, identification of the risk factors is necessary and

timing of delivery in each risk factor should be reassessed in advance before intended

intervention. However, further research is considered necessary evaluating genitourinary

infections leading to PROM and spontaneous LPB.Survey for infections followed by

treatment provides a scope to prevent LPB.As LPB constitute majority of preterm births, it

is important to limit late preterm deliveries to clear maternal or fetal indication for delivery.

These findings also suggest that the adverse perinatal outcome seen in infants born in the late

preterm period may be due to the underlying medical or obstetric condition that prompted the

early delivery in the first place and not due to the gestational age at delivery alone. A reduction

in the number of newborns exposed to unnecessary risks due to elective delivery in the later

preterm period would have great societal benefit. In an era where both the quality and cost of

care are of paramount importance, we must reassess our clinical opinions about timing of

delivery. Because published data reveal that some harm may occur as a result of unnecessary late
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preterm births, the practice of preterm delivery without a clear indication merits strict

reevaluation.
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Analysis of Risk factors of late preterm births: A case control study

Name of the Institution: KLE University’s Jawaharlal Nehru Medical College, Women’s &

Children’s Health Research Unit, Belgaum

Purpose:

We are conducting a research study to analyse all the risk factors for late preterm births defined

as infants born at 34 0/7 – 36 6/7.

Procedure:

If you agree to participate, you will be asked to sign a consent form.

We will be collecting all the data regarding your sociodemographic data, results of the

investigations done during your hospital stay and the details regarding your child.

Benefits:

We want to let you know that there may be no benefits to participating in this study. By

participating you will be helping to ensure that women in future get the best available treatment

at delivery.

Side Effects, Risks & Discomforts:
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There are no side effects to participating in this study.

Confidentiality:

Any information you provide during the study will be kept confidential. Your full name will not

appear on any study document and only staff participating in the study will have access to the

information you provide.

Right to Refuse or Withdraw:

You are free to choose whether or not you wish to participate. You are also free to withdraw

from the study at any time should you wish to do so for any reason. We hope you will

participate and thank you if you do.

CONSENT
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Analysing Risk factors for late preterm birth: A case control study

IP number:

Name:

Age:

Address:

Phone number:

I have (been) read the information sheet concerning this study and I understand what is required

of me if I take part in the study. All my questions and doubts have been answered by you. I

understand that I can withdraw from the study at any time I wish without giving a reason and this

will not affect the normal health care I receive.

I agree to take part in this study.
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Woman’s signature or thumb print………………………………………..

Date……………………..

Signature of the Investigator: …………………………………..

If the consenting woman is illiterate: ask the woman to print her thumb

under “Woman’s signature or thumb print” and print the Name of an

Independent Literate Witness, the date and the signature of the Witness (if

possible, this person should be selected by the participant and should have

no connection to the research team) after the below statement:

I was present while the benefits, risk and procedures were read to the volunteer. All questions

she had were answered and she has agreed to participate in the study.

Witness's name………………………………..



Annexure I

Page 82

Witness's signature………………………………………. Date……………………..

Signature of the Investigator:



    
¸ÀA±ÉÆÃzsÀ£ÉAiÀÄ°è s̈ÁUÀªÀ»¸ÀÄwÛgÀÄªÀ ªÀÄ»¼ÉAiÀÄgÀ ªÀiÁ»w ¥ÀvÀæ. ¸ÀA±ÉÆÃzsÀ£ÉAiÀÄ°è s̈ÁUÀªÀ»¸ÀÄwÛgÀÄªÀ ªÀÄ»¼ÉAiÀÄgÀ ªÀiÁ»w ¥ÀvÀæ. ¸ÀA±ÉÆÃzsÀ£ÉAiÀÄ°è s̈ÁUÀªÀ»¸ÀÄwÛgÀÄªÀ ªÀÄ»¼ÉAiÀÄgÀ ªÀiÁ»w ¥ÀvÀæ. ¸ÀA±ÉÆÃzsÀ£ÉAiÀÄ°è s̈ÁUÀªÀ»¸ÀÄwÛgÀÄªÀ ªÀÄ»¼ÉAiÀÄgÀ ªÀiÁ»w ¥ÀvÀæ.     

PÉÆ£ÉAiÀÄ°è ¥Àæ¸ÀªÀ ¥ÀÆªÀð d£À£ÀzÀ C¥ÁAiÀÄPÁj CA±ÀUÀ¼À «±ÉèÃµÀuÉ MAzÀÄ 
PÉÃ À̧ ¤AiÀÄAvÀætzÀ CzsÀåAiÀÄ£À    
 

    

 C 
 
 
¸ÀA¸ÉÜAiÀÄ ºÉ¸ÀgÀÄ : ¸ÀA¸ÉÜAiÀÄ ºÉ¸ÀgÀÄ : ¸ÀA¸ÉÜAiÀÄ ºÉ¸ÀgÀÄ : ¸ÀA¸ÉÜAiÀÄ ºÉ¸ÀgÀÄ :     
PÉ.J¯ï.E.  «±Áé«zÁå®AiÀÄ, dªÁºÀgÀ¯Á®  £ÉºÀgÀÆ  ªÉÊzÀåQÃAiÀÄ PÁ¯ÉÃdÄ, 
ªÀÄ»¼ÉAiÀÄgÀ ªÀÄvÀÄÛ ªÀÄPÀÌ¼À DgÉÆÃUÀå ¸ÀA±ÉÆÃzsÀ£Á WÀlPÀ ¨É¼ÀUÁ«.  
 

GzÉÝÃ±ÀGzÉÝÃ±ÀGzÉÝÃ±ÀGzÉÝÃ±À    
 

£ÁªÀÅ 36 6/7 ºÁUÀÆ 34 0/7 £À°è d¤¹zÀ ²±ÀÄUÀ¼À PÉÆ£ÉAiÀÄ°è ¥Àæ À̧ªÀ 
¥ÀÆªÀð d£À£ÀzÀ PÀÄjvÀÄ J®è C¥ÁAiÀÄPÁj CA±ÀUÀ¼À£ÀÄß «±ÉèÃ¶ À̧®Ä À̧A±ÉÆÃzsÀ£Á 
CzsÀåAiÀÄ£À ¤ªÀð» À̧ÄwÛzÉÝÃªÉ.  
 

«zsÁ£À MAzÀÄ ªÉÃ¼É ¤ÃªÀÅ  ¨sÁUÀªÀ» À̧®Ä M¦àzÉÝÃ DzÀgÉ ¤«ÄäAzÀ MAzÀÄ 
À̧ªÀÄäwAiÀÄ £ÀªÀÄÆ£ÉUÉ À̧» PÉÃ¼À¯ÁUÀÄvÀÛzÉ.  
 

£ÁªÀÅ vÁªÀÅ D À̧àvÉæAiÀÄ°è vÀAVzÁÝUÀ vÀªÀÄä ªÀÄUÀÄ«£À §UÉÎ  ¤ªÀÄä 
Ȩ́Æ¹AiÉÆÃqÉÃªÉÆUÁæ¦üÃPï   qÁmÁ, C®èzÉÃ  ¥sÀ°vÁA±À ªÀÄvÀÄÛ ¸ÀA±ÉÆÃzsÀ£ÉUÀ¼ 
PÀÄjvÀÄ ªÀiÁ»wAiÀÄ£ÀÄß PÀ¯É ºÁPÀÄvÉÛÃªÉ. 
¥ÀæAiÉÆÃd£ÉUÀ¼ÀÄ  
 
F CzsÀåAiÀÄ£ÀzÀ°è ¨sÁUÀªÀ»¸ÀÄªÀzÀjAzÀ EgÀÄªÀ ¥ÀæAiÉÆÃd£ÉUÀ¼ÀÄ F CzsÀåAiÀÄ£ÀzÀ°è ¨sÁUÀªÀ»¸ÀÄªÀzÀjAzÀ EgÀÄªÀ ¥ÀæAiÉÆÃd£ÉUÀ¼ÀÄ F CzsÀåAiÀÄ£ÀzÀ°è ¨sÁUÀªÀ»¸ÀÄªÀzÀjAzÀ EgÀÄªÀ ¥ÀæAiÉÆÃd£ÉUÀ¼ÀÄ F CzsÀåAiÀÄ£ÀzÀ°è ¨sÁUÀªÀ»¸ÀÄªÀzÀjAzÀ EgÀÄªÀ ¥ÀæAiÉÆÃd£ÉUÀ¼ÀÄ 

    
À̧zÀj CzsÀåAiÀÄ£ÀzÀ°è ¨sÁUÀªÀ» À̧ÄªÀ ªÀÄÆ®PÀ ¤ÃªÀÅ ¨sÀ«µÀåzÀ°è 

ªÀÄ»¼ÉAiÀÄgÀÄ CvÀÄåvÀÛªÀÄ aQvÉì ªÀÄvÀÄÛ ºÉjUÉ ªÀåªÀ¸ÉÜAiÀÄ PÀÄjvÀÄ ¥ÀæAiÉÆÃd£À 
¥ÀqÉAiÀÄ§ºÀÄzÁVzÉ.  

...2 
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CqÀØ ¥ÀjuÁªÀÄUÀ¼ÀÄ, C¥ÁAiÀÄUÀ¼ÀÄ ªÀÄvÀÄÛ C¸ËPÀAiÀÄðUÀ¼ÀÄ CqÀØ ¥ÀjuÁªÀÄUÀ¼ÀÄ, C¥ÁAiÀÄUÀ¼ÀÄ ªÀÄvÀÄÛ C¸ËPÀAiÀÄðUÀ¼ÀÄ CqÀØ ¥ÀjuÁªÀÄUÀ¼ÀÄ, C¥ÁAiÀÄUÀ¼ÀÄ ªÀÄvÀÄÛ C¸ËPÀAiÀÄðUÀ¼ÀÄ CqÀØ ¥ÀjuÁªÀÄUÀ¼ÀÄ, C¥ÁAiÀÄUÀ¼ÀÄ ªÀÄvÀÄÛ C¸ËPÀAiÀÄðUÀ¼ÀÄ     

F CzsÀåAiÀÄ£ÀzÀ°è ¨sÁUÀªÀ» À̧ÄªÀzÀjAzÀ AiÀiÁªÀzÉÃ jÃwAiÀÄ CqÀØ 
¥ÀjuÁªÀÄUÀ¼ÀÄ, C¥ÁAiÀÄUÀ¼ÀÄ ªÀÄvÀÄÛ C¸ËPÀAiÀÄðUÀ¼ÀÄ GAmÁUÀÄªÀ¢®è.  
 

UË¥Àå¤ÃAiÀÄvÉ UË¥Àå¤ÃAiÀÄvÉ UË¥Àå¤ÃAiÀÄvÉ UË¥Àå¤ÃAiÀÄvÉ     
¤ÃªÀÅ F CzsÀåAiÀÄ£ÀzÀ°è ¤ÃqÀ¯ÁUÀÄªÀ J®è ªÀiÁ»wUÀ¼À£ÀÄß 

UË¥ÀåªÁVqÀ¯ÁUÀÄªÀzÀÄ ¤ªÀÄä ¥ÀÆtð ºÉ À̧gÀÄ CzsÀåAiÀÄ£ÀzÀ AiÀiÁªÀÅzÉÃ zÁR É̄UÀ¼À°è 
zÁR¯ÁUÀÄªÀ¢®è. ªÀÄvÀÄÛ CzsÀåAiÀÄ£ÀzÀ°è ¨sÁUÀªÀ»¸ÀÄªÀ AiÀiÁªÀÅzÉÃ 
PÀªÀÄðZÁjUÀ¼ÀÄ(£ËPÀgÀgÀÄ)  CzsÀåAiÀÄ£ÀzÀ PÀÄjvÀÄ ¤ÃªÀÅ ¤ÃqÀÄªÀ AiÀiÁªÀÅzÉÃ 
ªÀiÁ»wAiÀÄ£ÀÄß AiÀiÁjUÀÆ w½ À̧ÄªÀ¢®è.  
 

wgÀ¸ÀÌjPÉ CxÀªÁ »AvÉÀUÉzÀÄPÉÆ¼ÀÄî«PÉ wgÀ¸ÀÌjPÉ CxÀªÁ »AvÉÀUÉzÀÄPÉÆ¼ÀÄî«PÉ wgÀ¸ÀÌjPÉ CxÀªÁ »AvÉÀUÉzÀÄPÉÆ¼ÀÄî«PÉ wgÀ¸ÀÌjPÉ CxÀªÁ »AvÉÀUÉzÀÄPÉÆ¼ÀÄî«PÉ     
¤ÃªÀÅ CzsÀåAiÀÄ£ÀzÀ°è ¨sÁUÀªÀ» À̧Ä«PÉ CxÀªÁ s̈ÁUÀªÀ» À̧¢gÀÄªÀÅzÀÄ ¤ªÀÄä 

¸ÁévÀAvÀæPÉÌ ©nÖzÀÄÝ.  
  

MAzÀÄ ªÉÃ¼É ¤ÃªÀÅ CzsÀåAiÀÄ£ÀzÀ°è s̈ÁUÀªÀ»¹zÀ°è  AiÀiÁªÀÅzÉÃ ¸ÀªÀÄAiÀÄzÀ°è 
ºÁUÀÆ AiÀiÁªÀÅzÉÃ PÁgÀtPÀÆÌ vÁªÀÅ CzsÀåAiÀÄ£À¢AzÀ »AzÉ À̧jAiÀÄ§ºÀÄzÁVzÉ.  
  

¤ÃªÀÅ s̈ÁUÀªÀ» À̧®Ä D² À̧ÄvÉÛÃªÉ ªÀÄvÀÄÛ ¤ªÀÄUÉ zsÀ£ÀåªÁzÀ¤ÃªÀÅ s̈ÁUÀªÀ» À̧®Ä D² À̧ÄvÉÛÃªÉ ªÀÄvÀÄÛ ¤ªÀÄUÉ zsÀ£ÀåªÁzÀ¤ÃªÀÅ s̈ÁUÀªÀ» À̧®Ä D² À̧ÄvÉÛÃªÉ ªÀÄvÀÄÛ ¤ªÀÄUÉ zsÀ£ÀåªÁzÀ¤ÃªÀÅ s̈ÁUÀªÀ» À̧®Ä D² À̧ÄvÉÛÃªÉ ªÀÄvÀÄÛ ¤ªÀÄUÉ zsÀ£ÀåªÁzÀ    
   

À̧A¥ÀQð¹ vÀªÀÄUÉ AiÀiÁªÀÅzÁzÀgÀÆ ¥Àæ±ÉßUÀ½zÀÝ°è vÁªÀÅ PÀÆqÀ É̄Ã CxÀªÁ 
ºÉjUÉ £ÀAvÀgÀ PÉÃ¼À§ºÀÄzÀÄ MAzÀÄ ªÉÃ¼É vÁªÀÅ £ÀAvÀgÀ ¥Àæ±Éß PÉÃ¼À®Ä §AiÀÄ¹zÉÝÃ 
DzÀgÉ vÀªÀÄä ºÉjUÉ ªÉÃ¼ÉAiÀÄ°è vÀªÀÄä£ÀÄß ¥ÀjÃQë¹zÀ £ÀÆjvÀ ªÉÊzÀågÀ£ÀÄß  
  

  

 
 

¸ÀªÀÄäw¸ÀªÀÄäw¸ÀªÀÄäw¸ÀªÀÄäw    
 

PÉÆ£ÉAiÀÄ°è ¥Àæ¸ÀªÀ ¥ÀÆªÀð d£À£ÀzÀ C¥ÁAiÀÄPÁj CA±ÀUÀ¼À «±ÉèÃµÀuÉ MAzÀÄ 
PÉÃ À̧ ¤AiÀÄAvÀætzÀ CzsÀåAiÀÄ£À 
   

L¦ À̧ASÉå   :  
ºÉ À̧gÀÄ   :  
ªÀAiÀÄ À̧Äì   :  
«¼Á À̧   :  
zÀÆgÀªÁtÂ À̧ASÉå  : 

...3 



-3- 
  

£Á£ÀÄ F CzsÀåAiÀÄ£ÀzÀ §UÉÎ ªÀiÁ»wAiÀÄ «ªÀgÀUÀ¼À£ÀÄß À̧A¥ÀÆtðªÁV 
N¢zÉÝÃ£É. ªÀÄvÀÄÛ £À£ÀUÉ F CzsÀåAiÀÄ£ÀzÀ CªÀ±ÀåPÀvÉ EzÀÄÝ £Á£ÀÄ CzsÀåAiÀÄ£ÀzÀ°è 
s̈ÁUÀªÀ» À̧ÄªÀ CªÀ±ÀåPÀvÉ EgÀÄªÀzÉAzÀÄ CAzÀÄPÉÆArzÉÝÃ£É. £À£Àß J®è ¥Àæ±ÉßUÀ½UÉ 
ªÀÄvÀÄÛ À̧A Ȩ́UÀ½UÉ vÀ«ÄäAzÀ £À£ÀUÉ GvÀÛgÀ zÉÆgÀQzÉ. £Á£ÀÄ CzsÀåAiÀÄ£À¢AzÀ 
AiÀiÁªÀÅzÉÃ À̧ªÀÄAiÀÄzÀ°è PÀÆqÀ  AiÀiÁªÀÅzÉÃ PÁgÀt ¤ÃqÀzÉÃ »AzÉ 
À̧jAiÀÄ§ºÀÄzÁVzÉ JA§ÄzÀ£ÀÄß  w½zÀÄPÉÆArzÉÝÃ£É. EzÀjAzÀ £À£Àß  ¸ÁªÀiÁ£Àå 
DgÉÆÃUÀåzÀ ªÉÄÃ É̄ AiÀiÁªÀÅzÉÃ ¥ÀjuÁªÀÄ DUÀÄªÀ¢®èªÉAzÀÄ  CjwzÉÝÃ£É.  
 
 £Á£ÀÄ F CzsÀåAiÀÄ£ÀzÀ°è s̈ÁªÀ» À̧®Ä M¦àPÉÆ¼ÀÄîvÉÛÃ£É.  
 
 

ªÀÄ»¼ÉAiÀÄ À̧» ªÀÄvÀÄÛ ºÉ¨ÉâgÀªÀÄ»¼ÉAiÀÄ À̧» ªÀÄvÀÄÛ ºÉ¨ÉâgÀªÀÄ»¼ÉAiÀÄ À̧» ªÀÄvÀÄÛ ºÉ¨ÉâgÀªÀÄ»¼ÉAiÀÄ À̧» ªÀÄvÀÄÛ ºÉ¨ÉâgÀ¼ÀÄ ªÀÄÄzÀæt __________ ¢£ÁAPÀ _______¼ÀÄ ªÀÄÄzÀæt __________ ¢£ÁAPÀ _______¼ÀÄ ªÀÄÄzÀæt __________ ¢£ÁAPÀ _______¼ÀÄ ªÀÄÄzÀæt __________ ¢£ÁAPÀ ___________            
 
 

¥ÀjÃPÀëPÀgÀ À̧»¥ÀjÃPÀëPÀgÀ À̧»¥ÀjÃPÀëPÀgÀ À̧»¥ÀjÃPÀëPÀgÀ À̧»________________________________________________________            
 
 
 M¦àUÉ À̧Æa¹zÀ ªÀÄ»¼ÉAiÀÄÄ C²QëvÀ¼ÁVzÀÝ°è ªÀÄ»¼ÉAiÀÄ À̧» ªÀÄvÀÄÛ 
ºÉ s̈ÉãgÀ¼ÀÄ ªÀÄÄzÀætªÀ£ÀÄß  ¥ÀjÃQë À̧®Ä DPÉ DAiÉÄÌ ªÀiÁqÀ§ºÀÄzÀÄ. ¸ÁzsÀå«zÀÝ°è (M§â 
À̧évÀAvÀæ ¸ÀÄ²QëvÀ ¸ÁQëzÁgÀ ¢£ÁAPÀ ªÀÄvÀÄÛ ¸ÁQëzÁgÀ£À À̧», ºÉ À̧gÀÄ ªÀÄÄzÀæt 
¥ÀqÉAiÀÄ®Ä ªÀÄ»¼É s̈ÁVÃAiÀiÁzÀ°è ºÁUÀÆ F PÉ¼ÀV£À «zsÁ£À ªÀiÁrzÀ £ÀAvÀgÀ 
À̧A±ÉÆÃzsÀPÀgÀ ¸ÀA¥ÀPÀð EgÀÄªÀÅzÀÄ CªÀ±ÀåPÀ«gÀÄvÀÛzÉ).  
 
 ¯Á¨sÀ, C¥ÁAiÀÄ ªÀÄvÀÄÛ PÁAiÀÄð¥ÀzÀÞw À̧évÀB £À£Àß G¥À¹ÜwAiÀiÁV 
NzÀ¯Á¬ÄvÀÄ CªÀÅUÀ¼ÉAzÀgÉ J®è ¥Àæ±ÉßUÀÆ GvÀÛgÀ ªÀÄvÀÄÛ DPÉ CzsÀåAiÀÄ£ÀzÀ°è 
s̈ÁUÀªÀ» À̧®Ä M¦àUÉ ¤ÃrzÁÝ¼É.  
 
 
¸ÁQëzÁgÀ£À ºÉ À̧gÀÄ _________________¸ÁQëzÁgÀ£À ºÉ À̧gÀÄ _________________¸ÁQëzÁgÀ£À ºÉ À̧gÀÄ _________________¸ÁQëzÁgÀ£À ºÉ À̧gÀÄ _________________    
    
    
¸ÁQëzÁgÀ£À À̧» ______________ ¢£ÁAPÀ : ________________¸ÁQëzÁgÀ£À À̧» ______________ ¢£ÁAPÀ : ________________¸ÁQëzÁgÀ£À À̧» ______________ ¢£ÁAPÀ : ________________¸ÁQëzÁgÀ£À À̧» ______________ ¢£ÁAPÀ : ________________    
    
¥ÀjÃPÀëPÀgÀ À̧» _________________¥ÀjÃPÀëPÀgÀ À̧» _________________¥ÀjÃPÀëPÀgÀ À̧» _________________¥ÀjÃPÀëPÀgÀ À̧» _________________    
    
 



g§emoYZ gh^mJr {ó`m§Mm _m{hVr nÌH$ :g§emoYZ gh^mJr {ó`m§Mm _m{hVr nÌH$ :g§emoYZ gh^mJr {ó`m§Mm _m{hVr nÌH$ :g§emoYZ gh^mJr {ó`m§Mm _m{hVr nÌH$ :    
    

Ceram _wXCeram _wXCeram _wXCeram _wXVVVVnyd©nyd©nyd©nyd©    OÝ_ YmoŠ`mMo OÝ_ YmoŠ`mMo OÝ_ YmoŠ`mMo OÝ_ YmoŠ`mMo KQ>H$ KQ>H$ KQ>H$ KQ>H$ {díbofU: A Ho$g {Z §̀ÌU Aä`mg{díbofU: A Ho$g {Z §̀ÌU Aä`mg{díbofU: A Ho$g {Z §̀ÌU Aä`mg{díbofU: A Ho$g {Z §̀ÌU Aä`mg    
    

§

    

 

 

 

g§ñWoMo Zmg§ñWoMo Zmg§ñWoMo Zmg§ñWoMo Zmd§ : d§ : d§ : d§ :     

Ho$.Eb.B©. {dÚm{nR>,  

Odmhabmb Zohé d¡kH$s` H$m°boO, _{hbm d _wbm§Mm Amamo½` g§emoYZm {d^mJ, 

~oiJmd. 

 

hhhhoVy :oVy :oVy :oVy :    

36 6/7 Amåhr 34 0/7 OÝ_ A^©H$mMr ì`m»`m Ceram _wXVnyd© OÝ_ gd© 

OmoIr_ KQ>H$ {díbofU EH$ g§emoYZ Aä`mg Am`mo{OV AmhoV. 

 

H$m ©̀nÜH$m ©̀nÜH$m ©̀nÜH$m ©̀nÜXXXXVr :Vr :Vr :Vr :    

 AmnU gh^mJr gh_V Agë`mg, AmnU EH$ g§_Vr \$m°_© gmBZ BZ H$aÊ`mg 

gm§{JVbo OmB©b. 
 

 Amåhr Amnë`m _wbmbm g§~§{YV AmnŠ`m gmoer`moS>_m}J«m\$sH$ S>oQ>m, Vw_À`m 

é½Umb`mV {Zdmg Xaå`mZ nyU© Vnmg n[aUm_ Am{U g§~§{YV gd© _m{hVr Jmoim Ho$bo 

OmVrb. 

 

\\\\$m`Xo :$m`Xo :$m`Xo :$m`Xo :    

Amåhr Amnë`mbm `m Aä`mgmV gh^mJr Zmhr \$m`Xo Agy eH$Vo H$s H$idy BpÀN>V. 

gh^mJr H$éZ AmnU ^{dî`mV _{hbm àgwVr CËH¥$ï> CnbãY CnMma {_iob, `mMr 

ImÌr H$aÊ`mgmR>r _XV Ho$br OmB©b. 
 

dmB©Q> n[aUm_, YmoHo$ d Agm¡H$ ©̀ 

`m Aä`mgmMo H$mhr dmB©Q> n[aUm_, YmoHo$ d Agm¡H$`© ZgVrb.  



JmonZr`VoÀ`m :JmonZr`VoÀ`m :JmonZr`VoÀ`m :JmonZr`VoÀ`m :    

 AmnU Aä`mg Xaå`mZ àXmZ Ho$bobr H$moUVrhr _m{hVr Jwá R>odbo OmVrb. 

Amnbo nyU© Zmd àXmZ _m{hVr àdoe Agob Aä`mgmV gh^mJr H$moUË`mhr Aä`mg 

XñVEodO Hw$R>ohr XmIb Zmhr hmoV Am{U AÜ``Z_Ü ò ^mJ KoVbobo H$moUVohr H$_©Mmar 

Amnë`m _m{hVr~Ôb H$moUmbmhr _m{hVr XoUma ZmhrV.  
 

COì`m ZH$ma qH$dm _mKmarMm :COì`m ZH$ma qH$dm _mKmarMm :COì`m ZH$ma qH$dm _mKmarMm :COì`m ZH$ma qH$dm _mKmarMm :    

 AmnU gh^mJr hmoD$ BpÀN>V qH$dm Zmhr ho {ZdSy> _wº$ AmhoV. Vwåhr H$moUË`mhr 

H$maUmñVd Vgo H$aÊ`mMr BÀN>m nm{hOo AmnU H$moUË`mhr doir AÜ``ZnmgwZ _mKma 

KoD$ eH$Vm. Amåhr AmnU gh^mJr hmoB©b Aer Amem ~miJVmo Am{U Oa H$m Amnbm 

Am^ma. 

 

    

 

.

ór amoJ d àgwVr {d^mJ, 

 

 

 
 

g§_Vrg§_Vrg§_Vrg§_Vr    
 

Ceram _wXVnyd© OÝ_ YmoŠ`mMo KQ>H$ {díbofU: A Ho$g {Z §̀ÌU Aä`mg 

 

Am`nr Z§~a  : 

 

Zmd§   : 

 

d`   : 

 

nÎmm   : 

 

\$moZ Z§~a  : 

 



_r (Ho$bo) `m Aä`mgmV `mg§~§Yr _m{hVr nÌH$ dmMbo Am{U _bm Aä`mgmV ^mJ KoD$ 

Va _r _bm Amdí`H$ Amho Vo g_OyZ _mPr gd© àíZ Am{U e§H$m AmnU CÎmao {Xbr 

AmhoV. _r EH$ H$maU Z XoVm BÀN>m H$moUË`mhr doir Aä`mg nmgyZ H$mTy> eH$VmV Am{U 

ho _r àmá gm_mÝ` Amamo½` H$miOr n[aUm_ H$aUma Zmhr ho _bm g_OVo. 

 

 

_r `m Aä`mgmV ^mJ KoUo gh_V. 

 

 

órÀ`m ñdmjar qH$dm W§~ qàQ>................................ {XZm§H$................ 

 

g§emoYH$mMo ñdmjar......................................... 

 

 

g§_Vr ór A{e{jV Agë`mg: ""~mB© ñdmjar qH$dm W§~ qàQ>'' A§VJ©V {VÀ`m W§~ qàQ> 

Am{U `m ì`º$sZo {ZdS>bo nm{hOo, eŠ` Agë`mg (EH$ ñdV§Ì gw{ejrV  gmjrXma 

VmarI Am{U gmjrMr ñdmjar Zmd _w{ÐV H$aÊ`mgmR>r ór {dMmé gh^mJr Am{U 

Imbrb {dYmZ Ho$ë`mZ§Va g§emoYZ g§K g§nH©$) AgUo Amdí`H$ Amho : 

 

\$m`Xo, YmoH$m Am{U H$m ©̀nÜXVr ñd §̀godH$ dmMyZ Amë`m _r Cn{ñWV hmoVo. Vr hmoVr 

gd© àíZm§Mr CÎmao hmoVo Am{U Vr Aä`mgmV gh^mJr H$aÊ`mMo _mÝ` Ho$bo Amho. 

 

 

gmjrXma Zmd....................... 

 

 

gmjrXmam§Mr ñdmjar............................. {XZm§H$ ...................... 

 

g§emoYH$mMo ñdmjar : 
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PROFORMA

1. Patient details :

a. Name:

b. IP number :

c. Age :

d. Full address:

e. Contact number:

f. Occupation:

g. Height :

h. Weight :

i. BMI:

2. Parity :

1 2 3 >= 4

3. History of prior preterm birth :

Yes No
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4. History of abortions :
Spontaneous Induced

0 1 >=2 0 1 >=2

5. Abruption:

Yes No

6. Placenta Previa:

Yes No

7. Chronic hypertension :

Yes No

8. PIH:

Yes No

9. Eclampsia :

Yes No

10. GDM:

Yes No

11. Multifetal gestation:

Yes No
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12. IUD

Yes No

13.PROM:

Yes No

14. Delivery :

Spontaneous Induced

15. Mode of delivery:

Vaginal LSCS

16. NICU admission:

Yes No

17. Newborn complication:

Yes No

18.Mention neonatal complication:

19. Birth weight :

20. Gestational age:
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13.

Annexure III
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Keywords for master chart

Y - yes

N - no

CS - cesarean section

V - vaginal delivery

S - spontaneous

I -Induced

VN - Ventouse

F - Forceps

HTN - Hypertension

PE - Pre-Eclampsia

PROM - Premature rupture of membranes

PTB - Prior preterm birth

NICU - Neonatal Intensive Care Unit

RDS - Respiratory Distress Syndrome

TTN - Transient Tachypnea of Newborn
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PDA - Patent Ductus Arteriosus

NEC - Necrotizing Enterocolitis

IVH - Intraventricular Haemorrhage

GDM - gestational diabetes
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665320 C 21 34 1 V 1.2 D SEPSIS I Y N N Y Y 1 N N N Y N N N
665527 CN 22 39 0 C NPL 3.9 N I N N N N N N N N N N N N N
665753 C 26 35 1 C ABRUPTION 2.3 Y HYPOGLYCEMIA S Y N N Y N N N N N Y N N N
665799 CN 20 38 0 V 2.7 N S Y N N N N N N N N N N N N
665766 C 23 34 0 V 1.6 Y HYPERBILIRUBINEMIAS Y N N N N N N N Y N N N Y
665562 CN 25 40 0 C NPL 3.2 N S N N N N N N N N N N N N N
665825 C 28 36 1 V 2.5 N S Y N Y N N N N N N N N N N
665783 CN 26 38 0 C DISTRESS 3 N I N N N N Y 2 N N N N N N N
665921 C 24 34 1 C PREV CS + PROM 1.5 Y TTN S Y N N N N N N N N N N N N
665819 CN 21 39 0 V 3 N S Y N N N N N 1 N N N N N N
665368 C 28 35 1 C DM 2.8 N I Y N Y N N N N N Y N N N N
665883 CN 26 41 0 C FAILED IND 3.3 N I N N N N N N N N N N N N N
666032 C 21 36 0 C ABRUPTION 1.5 Y TTN S Y N N N N N N N N Y N N N
666019 CN 26 39 0 V 3 N S Y N N N N N N N N N N N N
666134 C 30 36 3 V 2.5 N S Y 2 Y N N 3 N N N N N N N
665857 CN 30 38 1 C PREV CS NT W/F VBAC2.9 N S Y N N N N N N N N N N N N
666044 C 28 35 0 C ECLAMPSIA 2 Y SEPSIS I N N N N N N N Y N N N N N
666113 CN 23 38 0 V 3 N S Y N N N N N 2 N N N N N N
665745 C 24 34 0 C TWINS DCDA 1.8 Y HYPERBILIRUBINEMIAI N N Y N N 3 N N N N N Y N
666438 CN 20 38 0 V 3.2 N I N N N N N N N N N N N N N
666031 C 25 35 2 C PREV LSCS + DM 2.9 N I N N Y N N 2 N N Y N N N N
666829 CN 34 39 2 C PREV CS + PROM 2.5 N S Y N N N N N N N N N N N N
666899 C 24 36 0 V 2.3 Y HYPERBILIRUBINEMIAS Y N Y N N 2 N N N N N N N
667004 CN 26 38 1 V 2.3 N S Y N N N Y N N N N Y N Y N667004 CN 26 38 1 V 2.3 N S Y N N N Y N N N N Y N Y N
667026 C 20 36 0 C ECLAMPSIA 2.1 Y HYPERBILIRUBINEMIAI N N Y N N N N Y N N N N N
667056 CN 25 40 0 V 2.6 N S Y N N N N N N N N N N N N
667313 C 26 36 3 V 1.6 D S Y N N N N N N N N Y N N Y
667229 CN 21 41 0 VN 2.5 N S Y N N N N N N N N N N N N
668062 C 20 36 0 V 1.7 Y SEPSIS I N N Y N Y 1 N N N N N N N
668062 CN 26 39 0 V 3.4 N S N N N N N N N N N N N N N
668040 C 20 34 0 V 1.7 Y HYPERBILIRUBINEMIAI N N Y N Y N N N N N N N N
668629 CN 21 37 0 V 2.7 N S Y N N N N N N N N N N N N
668727 C 21 34 1 V 2.4 D S Y N Y N Y N N N N Y N N N
668657 CN 21 40 1 V 3 N S N N N N N 1 N Y N N N N N
668504 C 21 35 1 C PREV LSCS +PROM 2.4 Y SEPSIS S Y N N N N 2 N N N N N N N
668721 CN 22 39 0 C DTA 4 Y S N N N N N N N N N N N N N
668757 C 30 34 3 V 1.4 Y TTN S Y N Y N N 2 N N N N N N N
668113 CN 22 40 0 V 3 N S N N N N N N N N N N N N N
668280 C 22 36 0 C DCDA 2.2 Y HYPERBILIRUBINEMIAI Y N N N N N N N N N N Y N
668899 CN 32 40 0 C BREECH 2.6 N S N N N N N N N N N N N N N
668933 C 20 36 0 C ECLAMPSIA 2.4 Y TTN I N N Y N N N N Y N N N N N
668633 CN 22 41 0 V 3.5 N I N N N N N 1 N N N N N N N
669054 C 20 36 0 V 2 Y HYPERBILIRUBINEMIAS Y N N N N N N N N N N N N
669146 CN 21 40 0 V 2.5 N S N N N N Y N N N N Y N N N
669227 C 27 36 0 C DISTRESS 1.7 Y SEPSIS I N N Y N N 2 N N N N N N N
669247 CN 22 40 0 V 2.8 N S N N N N N N N N N N N N N
669413 C 34 36 1 C PREV CS+ PE 2.2 Y TTN I N N N N Y N 1 N N N N N N
669699 CN 20 37 0 V 2.78 y HYPOGLYCEMIA S Y N N N N N N N N N N N N
669753 C 20 36 0 C ECLAMPSIA 2.4 Y SEPSIS I N N Y N N N N Y N N N N N
669732 CN 21 40 0 V 2.9 N S N N N N N 3 N N N N N N N
669714 C 23 34 0 V 1.7 Y SEPSIS I N N N N Y N N N N N N N N
669859 CN 24 39 0 V 3 N S N N N N N N N N N N N N N
670747 C 22 35 2 V 2 D S N N Y N N N N N N Y N N Y
670747 CN 22 41 2 V 2.6 N S N N N N N 1 N N N N N N N
669052 C 26 35 1 C PREV LSCS+ G HTN 2.2 Y SEPSIS I N N Y N N N N N N N N N N
670811 CN 23 40 0 V 3.3 N S Y N N N N N N N N N N N N
661056 C 24 35 1 C PROLONGED PROM2.3 Y HYPERBILIRUBINEMIAS Y N Y N N N N N N N N N N
670959 CN 23 39 2 V 2.8 N S Y N N N N N N N N N N N N
672057 C 23 36 0 C PREV CS+ GDM 2.9 N I N N N N N N N N Y N N N N
672197 CN 30 39 0 VN 3.3 N S Y N Y N N N N N N N N N N
672393 C 23 36 2 V 2.5 N S N N Y N N N N N N N N N Y



672392 CN 26 40 0 V 3 N S N N N Y N N N Y N N N N N
666766 C 27 34 1 V 2.9 Y TTN I N N Y N N 1 N N Y N N N N
672750 CN 22 40 0 C DTA 3.1 N S Y N N N N N N N N N N N N
672865 C 24 36 1 C PROLONGED PROM 2 Y SEPSIS S Y N Y Y Y N N N N N N N N
673024 CN 20 40 2 V 2.3 Y S Y N N N N N N N N N N N N
673061 C 21 35 2 V 1.9 D S Y N Y Y N N N N N Y N N Y
672980 CN 23 40 0 V 2.8 N I N N N N Y N N N N N N N N
673139 C 28 36 0 V 2.3 Y SEPSIS S Y N N Y N N N N N N N N N
673011 CN 22 40 0 V 3 N S N N N N N 1 N N N N N N N
673129 C 33 36 3 V 2 N S Y N N Y N N N N Y N N N Y
673121 CN 25 41 0 V 2.5 N S N N N N N N N N N N N N N
673387 C 26 35 2 V 1.6 Y SEPSIS S Y N N Y N N N N N N Y 3 N
673374 CN 20 38 1 V 3.2 N S N N N N N N N N N N Y N N
673292 C 22 36 1 V 1.9 Y SEPSIS I N N N Y Y N N N N Y Y N N
673508 CN 25 38 0 C CPD 2.8 N S N N N N N N N N N N N N N
673481 C 26 36 1 C GDM 3.4 N I Y N N Y N N N N Y N Y N N
673877 CN 21 39 1 V 3 N S N N N N N 1 N N N N N N N
673887 C 19 36 0 C ECLAMPSIA 2.4 N I N N N Y N N N Y N N Y N N
673584 CN 26 38 0 V 2 N S N N N N N N N N N N N N N
674229 C 26 35 0 C MCDA 1.6 Y TTN I N N N Y N N 1 N N N Y Y N
674247 CN 23 39 1 V 2.8 N S Y N N N N N N N N N N N N
674239 C 25 35 0 V 2.4 Y HYPERBILIRUBINEMIAS Y N N Y N N N Y Y N N N N
674260 CN 26 38 0 V 2.9 N S N N N N N N N N N N N N N
674271 C 20 36 0 V 2.3 Y TTN S Y N N Y N N N N N N N N N
674220 CN 20 39 0 V 3.1 N S N N N N N N N N N N N N N
674749 C 25 36 0 C UNCONTROLLED PE1.7 Y SEPSIS I N N N Y Y N N N N N N N N
671685 CN 24 37 1 C CORD PROLAPSE 4 Y S N N N N N N N N Y N N N N
675010 C 27 35 0 C PROLONGED PROM 2 Y HYPERBILIRUBINEMIAS N N N Y N N N N N N N N N
674501 CN 23 39 1 C NPL 2.7 N I Y N N N N N N N N N N N N
675965 C 25 36 1 C PE 1.6 Y SEPSIS S Y N N N Y N N N N N Y N N
675858 CN 30 38 0 V 2.7 N S N N N Y N N N N N N N N N
675708 C 22 34 1 C PROLONGED PROM1.8 Y SEPSIS S Y 1 N Y N N N N N N Y N N
675991 CN 20 37 0 V 3 N S Y N N Y N N N N N Y N N N
676384 C 22 36 1 C PLACENTA PREV 2.3 Y HYPERBILIRUBINEMIAI N N N Y N N N N N N Y N N676384 C 22 36 1 C PLACENTA PREV 2.3 Y HYPERBILIRUBINEMIAI N N N Y N N N N N N Y N N
675954 CN 22 39 0 V 2.7 N S N N N Y N N N N N N N N N
676236 C 24 35 0 C FAILED IND 1.7 Y SEPSIS I Y N N Y N N N N N N Y N N
675414 CN 28 38 3 V 2.3 Y IUGR S Y N N Y N N N N N N N N N
673849 C 22 35 1 V 3.2 N I N N N N N 1 N N Y N N N N
676928 CN 25 38 0 V 3.1 Y S N N N N N N N N N N N N N
677008 C 21 35 0 C PE TWINS 1.9 Y SEPSIS S N N N N Y N N N N N Y Y N
676950 CN 29 41 0 V 2.5 N I N N N N N N N N N N N N N
677013 C 30 34 2 C PE WITH OLIGO 1.16 D SEPSIS I N 1 N N Y N N N N N Y N N
677113 CN 26 38 0 V 3.2 N S N N N N N N N N N N N N N
677673 C 26 36 2 C PREV LSCS WITH TWINS2.5 N I N N N N N N N N N N Y Y N
697667 CN 25 39 0 C CPD 3.1 N S N N N N N N N N N N N N N
677047 C 22 34 1 C FAILED IND 2.5 N I N N N Y N N N N Y N Y N N
678426 CN 25 39 2 V 2.7 N S N N N N N N N N N N N N N
678495 C 21 35 0 V 1.7 Y SEPSIS S N N N N N N N N N N Y Y N
678588 CN 30 38 5 V 3.2 N S N N N N N N N N N N N N N
678540 C 32 36 2 C TWINS DCDA 2.2 Y HYPERBILIRUBINEMIAS N 2 N N N N N N N N Y Y N
678335 CN 24 38 2 C PREV 2 LSCS 2.6 N I N N N N N N N N N Y N N N
678678 C 28 34 0 V 1.7 Y SEPSIS I N N N N Y N N N N N Y N N
678808 CN 24 39 1 V 3 N S N N N N N N N N N N N N N
678373 C 23 34 1 V 1 Y TTN S N 1 N N N N N N N N Y N N
678668 CN 23 40 0 V 2.5 N S N N N N N N N N N N N N N
679253 C 26 35 2 V 2.2 Y HYPERBILIRUBINEMIAS N N N N N N N N N N Y N N
679347 CN 21 39 1 C BREECH 2.6 N S N N N N N N N N N N N N N
679431 C 25 35 1 V 1.8 Y SEPSIS S N 1 N N N 2 N N N N Y N N
679457 CN 28 38 2 VN 2.8 N S N N N N N N N N N N N N N
679689 C 27 34 0 V 2 N S N 1 N N N N N N N N Y N N
679679 CN 26 39 1 V 3.1 N I N N N N N N N N N N N N N
677886 C 30 34 2 V 1.7 Y SEPSIS S Y 1 N N N N N N Y N Y N N
679750 CN 26 40 2 V 3.3 N S Y N N N N N N N N N N N N
676985 C 28 35 0 C PLACENTA PREV 2 Y TTN I Y N N N N 1 N N N N Y N N
679760 CN 20 39 0 V 2.9 N S Y N N N N N N N N N N N N
680101 C 23 36 0 V 2.1 Y HYPERBILIRUBINEMIAS Y N N N N N N N N N Y N N
679808 CN 24 39 0 C DISTRESS 3.5 Y S Y N N N N 2 N N N N N N N
680077 C 24 34 1 V 2.4 N I Y N N N Y N N N Y N N N N
680292 CN 25 39 1 V 3.3 N S Y N N N N N N N N N N N N
680315 C 29 34 1 V 1.43 Y SEPSIS I N N N N Y 2 N N N N Y N N

CN 22 39 0 V 2.7 N I Y N N N N N 1 N N N N N N



680618 C 26 36 0 C BREECH 2.5 N S Y N N N N 3 N N N N N N N
680397 CN 19 40 0 VN 2.2 Y HYPERBILIRUBINEMIAI N N N N Y N N N N N N N N
680300 C 24 35 2 V 2.4 N S Y 2 N N N N N N N N Y N N
680658 CN 29 38 1 V 3 N S Y N N N N N N N N Y N N N
679241 C 21 34 0 V 2 Y HYPERBILIRUBINEMIAI Y N N N Y N N N Y N Y N Y
680660 CN 24 39 1 C prev LSCS 3.2 N I Y N N N N N N N N N N N N
681839 C 23 35 2 V 2.3 Y TTN S Y 2 N N N N N N N N N N N
681513 CN 23 37 0 C FAILED IND 2.6 N S Y N N N N N N N N N N N N
681838 C 29 36 0 C TWINS DCDA 1.7 Y HYPOGLYCEMIA I Y N N N N N N N N N N Y N
682057 CN 24 40 0 V 2.6 N S N N N N N N N N N N Y N N
682386 C 24 36 2 V 2.3 N I N 2 N N N N N N N N N N Y
682459 CN 20 38 1 C DISTRESS 2.4 N S N N N N N N N N N N N N N
682548 C 23 36 0 C BREECH 2.2 Y SEPSIS I N N N N N N N N N N N Y Y
682610 CN 22 40 1 V 3.2 N S N N N N N N N N N N N N N
682618 C 27 36 2 V 2.6 N S N 2 N N Y 1 N N N N N N N
682645 CN 23 39 0 V 2.7 N I N N N N Y N N N N N N N N
682435 C 23 34 0 V 2.3 Y TTN S N N N N N N N N N N Y N N
684642 CN 24 39 0 V 3.2 N I N N N N Y N N N N N N N N
682721 C 21 35 0 V 2.3 Y SEPSIS S Y N N N N N N N N N N N N
682693 CN 20 40 0 C NPL 3.9 Y I N N N N N N N N Y N N N N
683005 C 21 35 2 V 2.23 Y HYPERBILIRUBINEMIAI N N N N Y N N N N N Y N N
682796 CN 22 40 0 V 3.5 N S N N N N N N N N N N N N N
683233 C 19 35 2 V 2.4 N S Y 2 N N N N N N Y N Y N N
683250 CN 35 39 0 V 2.5 N S N N N N N N N N N N N N N
684204 C 25 34 1 V 2.3 Y SEPSIS S Y N N N N N N N N N Y N N
683448 CN 25 39 2 C PREV 2 LSCS 3.2 N S N N N N N N N N N N N N N
683516 C 22 36 1 C TWINS DCDA 2 Y HYPERBILIRUBINEMIAI Y 1 N N N N N N N N N Y N
683476 CN 25 38 0 V 2.6 N S N N N N N N N N N N N N N
683484 C 27 35 0 C DISTRESS 1.98 Y SEPSIS I N N N N Y N N Y N N Y N N
683828 CN 25 41 2 V 3.6 N I Y N N N N N N N N N N N N
683853 C 23 35 0 C DISTRESS 1.8 Y SEPSIS S N N N N N N N N N N Y N N
683767 CN 24 41 1 V 2.8 N S Y N N N N N N N N N N N N
683711 C 22 36 1 C PREV LSCS WITH GHTN2.4 N I N N N N N N N N Y N N N N
683131 CN 22 38 1 C PREV LSCS WITH GDM2.7 N I Y N N N N 1 N N y N N N N683131 CN 22 38 1 C PREV LSCS WITH GDM2.7 N I Y N N N N 1 N N y N N N N
683960 C 20 35 0 V 2.4 N S N N N N N N N N Y N Y N N
683667 CN 21 37 1 V 2.4 N S N N N N N N N N N N N N N
683854 C 25 36 0 V 2.1 Y SEPSIS I N N N N Y N N N N N N N N
684025 CN 23 40 2 VN 2.8 N S N N N N N N N N N N N N N
683956 C 24 36 1 v 1.8 Y SEPSIS I Y N N N Y N N N N N Y N N
684061 CN 22 39 0 V 2.8 N S N N N N N N N N N N N N N
683606 C 20 34 0 V 2.1 Y HYPERBILIRUBINEMIAS Y N N N N N N N N N N N N
684125 CN 30 39 3 C BREECH 3.1 N S N N N N N N N N N N N N N
684377 C 31 35 1 C UNCONTROLLED PE2.1 Y SEPSIS I Y N N N Y N N N N Y Y N N
684368 CN 21 38 1 VN 2.9 N S N 1 N N N N N N N N N N N
684406 C 22 36 1 C DISTRESS 1.9 Y SEPSIS S Y 1 N N N N N N N N Y N N
684398 CN 23 40 0 V 2.7 N S N N N N N N N N N N N N N
681667 C 20 36 1 C PREV CS 3.2 N I Y N N N N N N N Y N Y N N
683503 CN 25 37 0 V 2.7 N I N N N N N N 1 N N N N N N
681967 C 23 34 0 C FAILED IND 2.9 N I Y N N N N N N N Y N Y N N
684822 CN 25 38 0 V 3 N S N N N N N N N N N N N N N
684574 C 28 36 1 C PLACENTA PREV 2.6 N I Y N N N N 1 N N Y N Y N N
684912 CN 20 37 0 V 2.5 Y I N N N N N N N N N N Y N N
684948 C 22 34 0 V 2.1 Y TTN S N N N N N N N N N N N N Y
684990 CN 23 38 1 C PREV CS 2.5 N S N N N N N 2 N N N N N N N
685045 C 19 36 0 V 2.3 Y HYPERBILIRUBINEMIAI Y N N N Y 2 N N N N Y N N
685730 CN 23 40 0 V 3 N S N N N N N N N N N N N N N
685335 C 32 34 1 C PREV CS 1.6 Y SEPSIS I Y N N N Y N N N N N Y N N
685254 CN 25 38 0 V 3.2 N S Y N N N Y N N N N N N N N
685339 C 20 36 1 V 2.3 Y HYPERBILIRUBINEMIAS N 1 N N N N N Y N N Y N N
685388 CN 33 39 1 V 2.5 N S Y N N N N N N N N N N N N
685406 C 27 36 1 C DISTRESS 2.2 Y HYPERBILIRUBINEMIAS Y 1 N N N N N N N N Y N N
685411 CN 23 41 1 V 3 N S N N N N N 1 N N N N N N N
686022 C 21 36 0 V 1.6 Y SEPSIS I Y N N N Y N N N N N Y N N
686063 CN 21 40 0 V 3 N S Y N N N N N N N N N N N N
685603 C 22 36 0 C DCDA 2 Y HYPERBILIRUBINEMIAI Y N N N Y N N N N N Y Y N
686154 CN 19 40 0 V 2.9 N S N N N N N N N N N N N N N
686294 C 23 34 1 C ABRUPTION 2.7 Y I N N N N Y 1 N N Y Y Y N N
686184 CN 27 38 0 V 2.9 N S N N N N N 1 N N N N N N N
680315 C 24 34 1 V 2 Y TTN S Y 1 N N N N N N N N Y N N
686480 CN 21 40 0 V 2.6 N S N N N N N N N N N N N N N
686493 C 24 35 0 V 2.2 Y HYPERBILIRUBINEMIAI Y N N N Y N N N N N Y N N



686444 CN 36 40 0 V 3 N S N N N N N N N N N N N N N
686357 C 27 34 3 V 1.9 Y SEPSIS S Y 2 N N N 2 N N N N N N N
686518 CN 20 38 0 V 2.6 N S N N N N Y N N N N N N N N
686697 C 24 34 0 V 1.4 Y S Y N N N N N N N N N N N N
686593 CN 26 37 1 V 3.8 Y S N N N N N N N N Y N N N N
686694 C 25 34 1 V 2.2 Y HYPERBILIRUBINEMIAS N 1 N N N N N N N N N N N
686667 CN 21 41 0 C UNCONTROLLED PE2.1 Y HYPERBILIRUBINEMIAI N N N N Y N N N N N N N N
686617 C 25 34 0 V 1.7 Y TTN I N N N N Y N N N N N N N N
686729 CN 26 37 0 VN 2.8 N S N N N N N N N N N N N N N
686791 C 23 34 2 V 1.7 Y SEPSIS S N 2 N N N N N N N N N N N
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705538 CN 24 40 0 C CPD 3.2 N S N N N N N 1 N N N N N N N
705170 C 28 35 2 C TWINS DCDA 1.7 Y IUGR I Y N N N N N N N N N N Y N
705637 CN 23 41 0 V 2.8 N I N N N N N N N N N N N N N
705853 C 22 36 2 C ABRUPTION 2.4 Y HYPERBILIRUBINEMIAI Y N N N N N N N N Y N N N
705620 CN 21 37 0 C UNCONTROLLED PE2.6 N I N N N N N N N N N N N N N
705258 C 24 36 0 C CPD 2.7 N I N N N N N N N N Y N N N N
705781 CN 24 41 0 V 2.9 N I N N N N N N N N N N N N N
706247 C 31 36 2 V 1.7 Y SEPSIS S Y 1 N N N N N N N N N N N



706235 CN 22 38 0 V 3.1 N S N N N N N N N N N N N N N
704290 C 20 34 0 C DISTRESS 2 Y TTN I Y N N N N N N N N N N N N
706257 CN 22 38 0 V 2.8 N S N N N N N N N N N N N N N
705557 C 23 36 0 C GDM 3 Y HYPOGLYCEMIA I Y N N N N N N N Y N N N N
706299 CN 25 40 0 V 2.7 N S N N N N N N N N N N N N N
704350 C 22 36 3 C PE+ IUGR 1.9 Y SEPSIS S Y N N N Y N N Y N N N N Y
706304 CN 20 40 1 V 2.9 N S N N N N N 1 N N N N N N N
706455 C 21 36 0 C DISTRESS 1.7 Y SEPSIS I Y N N N Y N N N N N N N N
706461 CN 23 39 1 VN 2.6 N S N N N N N N N N N N N N N
705463 C 22 36 0 C TWINS DCDA 2.1 Y SEPSIS S Y N N N N N N N N N N Y N
706463 CN 24 37 0 V 2.8 N S N N N N N N N N N N N N N
705885 C 22 36 0 V 2.1 Y IVH S Y N N N N N N N N N N N Y
706505 CN 20 37 1  V 2.6 N S N N N N N N N N N N N N N
706765 C 23 34 1 C UNCONTROLLED PE1.5 Y HYPERBILIRUBINEMIAI Y N N N Y N N N N Y N N N
706720 CN 30 37 1 V 3 N S N N N N N N N N N N N N N
706644 C 23 34 0 V 1.7 Y TTN S Y N N N N N N N N N N N N
706999 CN 20 39 1 V 2.8 N S N N N N N N N N N N N N N
707651 C 30 36 0 C GDM 3.3 Y HYPOGLYCEMIA I Y N N N N N N N Y N N N N
707214 CN 27 40 0 V 2.6 N S N N N N N N N N N N N N N
707622 C 25 36 1 V 2.3 Y IUGR S Y 1 N N N N N N N N N N N
707064 CN 23 39 1 V 2.5 N S N N N N N 2 N N N N N N N
706882 C 28 35 1 C GDM 3.3 Y HYPOGLYCEMIA I Y N N N N N N N Y N N N N
707465 CN 20 39 0 V 2.1 Y HYPERBILIRUBINEMIAS N N N N N N N N N N N N N
707673 C 23 36 1 C TRANSVERSE 3.5 Y HYPOGLYCEMIA I Y N N N N N N N y N N N N
707627 CN 28 37 0 V 2.6 N S N N N N N N N N N N N N N
707697 C 24 35 1 C TWINS DCDA 1.7 Y SEPSIS S Y N N Y N N N N N N N Y N
707741 CN 31 41 1 V 3 N I N N N N N N N N N N N N N
707143 C 26 36 1 C PLACENTA PREV 2.1 Y HYPERBILIRUBINEMIAI Y N N N N N N N N N Y N N
707753 CN 30 38 1 C PREV CS 2.8 N I N N N N N N N N N N N N N
708079 C 21 36 1 V 2 Y SEPSIS S Y 1 N N N N N N N N N N N
707829 CN 26 40 3 V 3 N S N N N N N N N N N N N N N
708099 C 21 36 0 V 1.9 Y IUGR S Y 1 N N N N N N N N N N N
708087 CN 19 37 1 V 2.8 N S N N N N N N N N N N N N N
705855 C 23 34 0 C PLACENTA PREV 1.4 Y IUGR I Y N N N Y N N N N N Y N N705855 C 23 34 0 C PLACENTA PREV 1.4 Y IUGR I Y N N N Y N N N N N Y N N
708103 CN 23 40 0 V 2.8 N S N N N N N N N N N N N N N
708331 C 27 34 0 C UNCONTROLLED PE2.2 Y NEC I Y N N N Y N N N Y N N N N
708308 CN 31 38 2 V 3 D S N N N N N N N N N N N N Y
708316 C 28 36 1 V 2.7 Y TTN S Y 1 N N N N N N N N N N N
708520 CN 20 37 0 V 2.8 N S N N N N Y N N N N N N N N
708676 C 21 35 1 V 1.5 D I N N N N Y N N Y N N N N Y
708532 CN 20 41 0 V 3.4 N I N N N N N N N N N N N N N
708540 C 25 35 0 V 2.2 Y HYPERBILIRUBINEMIAS N N N N N N N N N N N N N
708554 CN 25 40 0 V 2.7 N S N N N N N N N N N N N N N
708225 C 27 34 0 C GDM 2.4 Y HYPOGLYCEMIA I Y N N N N N N N Y N N N N
708704 CN 30 39 0 C PROLONGED PROM3.2 N S N N N N N 1 N N N N N N N
708755 C 28 36 0 C UNCONTROLLED PE2.2 Y SEPSIS I N N N N Y N N N N N N N N
708952 CN 21 41 0 C CPD 3.7 N I N N N N N N N N N N N N N
709399 C 20 35 0 c UNCONTROLLED PE1.9 Y IVH I N N N N Y N N N N N N N N
709393 CN 24 40 1 V 2.8 N S N N N N N N N N N Y N N N
709594 C 21 35 0 V 1.5 Y NEC S N N N N N N N N N N N N N
709347 CN 25 38 0 V 2.8 N I N N N N N N N N N N N N N
708380 C 22 36 0 V 2.9 Y HYPOGLYCEMIA I N N N N N N N N Y N N N N
709619 CN 23 39 2 V 2.5 N S N N N N N N N N N N N N N
709573 C 26 34 1 V 2 D I N N N N Y N N N N Y N N Y
709601 CN 23 40 0 V 2.5 N S N N N N N N N N N N N N N
709984 C 22 36 1 C PREV CS 2.2 Y SEPSIS S N 1 N N N N N N N N N N N
709954 CN 21 39 0 V 2.1 D I N N N N N N N N N N N N Y
710022 C 22 34 0 V 1.7 Y SEPSIS S N N N N N N N N N N N N N
710089 CN 23 39 2 V 2.8 N S N N N N N N N N N N N N N
710488 C 28 34 1 C PROLONGED PROM1.7 Y PDA S N N N N N N N N N N N N N
710499 CN 27 38 1 V 2.5 N S N N N N N N N N N N N N N
710677 C 21 35 1 C PREV CS 2.7 Y PDA I N 1 N N N N N N Y N N Y N
710446 CN 24 37 1 C PREV CS 3.3 N S N N N N N N N N N N N N N
710789 C 23 36 0 V 1.1 Y TTN I N N N N Y N N N N N N Y N
710846 CN 23 38 0 C CPD 3.3 N I N N N N N N N N N N N N N
710873 C 24 35 1 C SEV IUGR 2 Y PDA I N 1 N N N N N N N N Y N
711009 CN 28 39 1 V 2.8 N S N N N N N N N N N N N N N
710480 C 28 36 2 C PREV CS 2.3 Y PDA I N 1 N N N 1 N N N N N Y N
711087 CN 19 39 0 V 3 N I N N N N N N N N N N N N N
711276 C 21 34 0 C PLACENTA PREV 2.1 Y SEPSIS I N N N N N N N N N N Y Y N
711291 CN 25 39 2 V 2.8 N S N N N N N N N N N N N N N



711344 C 21 36 0 V 2.2 Y HYPERBILIRUBINEMIAS N N N N N N N N N N N Y N
711342 CN 19 39 0 V 3.1 N I N N N N N N N N N N N N N
711713 C 26 36 0 C SEV IUGR 2.1 Y HYPERBILIRUBINEMIAI N N N N Y N N N N N N Y N
711700 CN 20 37 0 V 2.9 N I N N N N N N N N N N N N N
711679 C 23 35 2 C TWINS DCDA 2.7 N I N N N N N N N N N N N Y N
711766 CN 28 39 0 V 2.7 N S N N N N N N N N N N N N N
711762 C 20 35 0 C UNCONTROLLED PE2.1 Y SEPSIS S N N N N Y N N N N N N Y N
711959 CN 20 38 1 V 2.9 N I N N N N Y N N N N N N N N
711966 C 22 34 0 C UNCONTROLLED PE1.6 Y PDA I N N N N Y 2 N N N N N Y N
711988 CN 28 38 1 V 3.3 N S N N N N N N N N N N N N N
711931 C 20 36 0 V 1.9 Y SEPSIS I N N N N Y N N N N N N Y N
711997 CN 24 39 1 V 2 Y RDS S N N N N N N N N N N N N N
711931 C 24 35 1 C FAILED IND 2.2 Y RDS I N N N N Y N N N N N Y N
711910 CN 35 39 0 C CPD 3.4 N S N N N N N N N N N N N N N
712175 C 26 36 1 C PREV CS 2.2 Y HYPERBILIRUBINEMIAI N 1 N N N N N N N N N Y N
712109 CN 21 39 0 V 2.7 N S N N N N N 1 N N N N N N N
712016 C 22 34 0 V 2.2 Y SEPSIS S N N N N N N N N N N N N N
712014 CN 26 39 0 V 2.5 D I N N N N N 2 N N N N N N Y
712203 C 25 36 0 C TWINS DCDA 1.6 Y PDA S N N N N N N N N N N N Y N
712190 CN 28 40 1 V 2.8 N S N N N N N N N N N N N N N
707672 C 25 35 2 C PLACENTA PREV 2 Y SEPSIS I N N N N N N N N N N Y N N
711946 CN 25 37 0  C FAILED IND 2.8 N S N N N N Y N N N N N N N N
719875 C 27 34 0 C DISTRESS 1.3 D PDA I N N N N Y N N N N N N N N
710471 CN 24 40 1 VN 2.7 N S N N N N N N N N N N N N N
712553 C 30 35 0 V 1.7 Y HYPERBILIRUBINEMIAS N N N N N N N N N N N N N
712459 CN 27 37 0 V 2.5 N S N N N N N N N N N N N N N
712472 C 22 35 0 V 2.3 Y NEC S N N N N N N N N N N N N N
712525 CN 22 41 0 V 2.8 N S N N N N N N N N N N N N N
712722 C 26 36 0 V 2.4 Y SEPSIS S N N N N N N N N N N N N N
712562 CN 20 40 0 V 2.6 N S N N N N N N N N N N N N N
712463 C 20 35 0 C ABRUPTION 1.8 D I N N N N Y N N N N Y N Y Y
712565 CN 21 38 0 V 2.9 N I N N N N Y 1 N N N N N N N
712744 C 23 35 0 V 2.2 Y IVH S N N N N N N N N N N N N N
712746 CN 22 37 0 V 2.7 N S N N N N N N N N N N N N N712746 CN 22 37 0 V 2.7 N S N N N N N N N N N N N N N
712791 C 30 34 0 C TWINS DCDA 1.6 Y HYPERBILIRUBINEMIAS N N N N N N N N N N N Y N
712607 CN 20 39 0 V 3 N S N N N N N N N N N N N N N
713026 C 25 35 0 C PROLONGED PROM 2 Y SEPSIS S N N N N N N N N N N N N N
713088 CN 23 38 0 V 2.7 N S N N N N N N N N N N N N N
713070 C 22 36 0 C UNCONTROLLED PE1.6 Y PDA I N N N N Y 1 N N N N N Y N
713262 CN 26 39 2 V 2.8 N S N N N N N N N N N N N N N
713260 C 25 35 0 C UNCONTROLLED PE 2 Y NEC I N N N N Y N N N N N N N N
713298 CN 21 38 0 V 2.9 N S N N N N N N N N N N N N N
713441 C 24 36 0 V 1.6 Y HYPERBILIRUBINEMIAS N N N N Y  N N N N N N N N
713444 CN 24 40 2 V 3 N S N N N N N N N N N N N N N
713294 C 21 34 0 V 2.3 Y HYPOGLYCEMIA S N N N N N N N N N N N N N
713497 CN 26 39 1 V 3.1 N S N N N N N N N N N N N N N
712244 C 30 36 2 C PREV CS 2.6 D I N N N N N 2 N N N N N N Y
718565 CN 26 37 2 C PREV CS 2.5 N I N N N N N 2 N N N N N N N
713576 C 22 36 2 V 2.2 Y HYPOGLYCEMIA S N 1 N N N 2 N N N N N N N
713610 CN 26 39 1 V 3 N S N N N N N N N N N N N N N
713723 C 21 35 0 V 1.8 Y SEPSIS S N N N N N N N N N N N N N
713719 CN 22 41 1 V 2.8 N S N N N N N N N N N N N N N
713722 C 23 36 0 C TWINS DCDA 2.2 Y HYPOGLYCEMIA S N N N N N N N N N N N Y N
714225 CN 24 37 2 V 3.2 N S N N N N N N N N N N N N N
714147 C 30 35 2 C ABRUPTION 1.8 Y HYPERBILIRUBINEMIAI N N N N N N N N N Y N N N
714304 CN 25 39 2 V 2.89 N S N N N N N N N N N N N N N
714212 C 38 35 3 C ECLAMPSIA 1.5 D NEC I N N N N N N N Y N N N N N
714503 CN 25 39 1 V 3 N S N N N N N N N N N N N N N
714596 C 21 35 0 V 1.7 Y PDA S N N N Y N N N N N N N 3 N
716491 CN 22 41 2 V 2.9 N I N N N N N N N N N N N N N
714286 C 23 36 1 V 2.2 Y SEPSIS S N N N N N 2 N N N N N N N
714490 CN 22 38 1 V 3 N S N N N N N N N N N N N N N
714280 C 27 36 2 V 2.1 Y HYPERBILIRUBINEMIAS N 1 N N N N N N N N N N N
714843 CN 27 37 0 C PLACENTA PREV 2.5 N I N N N N N 1 N N N N Y N N
714798 C 20 36 0 C FAILED IND 2 Y IUGR I N N N N Y N N N N N N N N
714676 CN 28 40 5 V 2.6 N S N N N N N N N N N N N N N
715132 C 23 36 1 C PREV CS 3.2 N S N 1 N N N N N N Y N N N N
715084 CN 26 39 0 VN 3.5 N S N N N N N N N N N N N N N
715172 C 22 35 0 V 2.5 Y PDA S N N N N N N N N N N N N N
715235 CN 19 40 0 V 1.9 Y SEPSIS S N N N N N 1 N N N N N N N
715263 C 25 34 1 V 1 Y IUGR S N 1 N N N N N N N N N N N



715282 CN 22 37 1 V 2.7 N S N N N N N N N N N N N N N
715265 C 23 34 0 C DISTRESS 2.3 Y PDA I N N N N Y N N N N N N N N
715383 CN 22 39 1 V 3.2 N S N N N N N N N N N N N N N
715532 C 30 36 1 V 2 Y IUGR S N 1 N N N N N N N N N N N
715488 CN 28 40 1 V 2.7 N S N N N N N N N N N N N N N
715553 C 23 36 2 C PREV CS 2.32 Y IUGR I N N N N N N N N Y N N N N
715389 CN 27 39 0 V 2.6 N S N N N N N N N N N N N N N
714942 C 26 35 1 C TRANSVERSE 2.3 Y HYPERBILIRUBINEMIAS N 1 N N N N N N N N N N N
715604 CN 21 40 0 V 3 N S N N N N N N N N N N N N N
715369 C 21 34 1 V 2.1 Y HYPERBILIRUBINEMIAI N N N N N N N N N N N N N
715648 CN 27 38 1 V 2.8 N S N N N N N N N N N N N N N
715622 C 22 34 0 C TWINS DCDA 1.6 Y IUGR S N N N N Y N N N N N N Y N
715948 CN 30 41 0 V 2.6 N I N N N N N N N N N N N N N
713569 C 22 35 2 C TRANSVERSE 2.1 Y SEPSIS I N N N N N N N N N N N N N
715964 CN 28 39 0 V 3.6 N S N N N N N N N N N N N N N
716152 C 20 36 0 C TWINS DCDA 1.6 Y RDS S N N N N N 1 N N N N N Y N
716170 CN 25 37 0 V 2.5 N I N N N N Y N N N N N N N N
715969 C 33 36 0 C UNCONTROLLED PE2.4 Y RDS I N N N N Y 2 N N N N N N N
716155 CN 19 38 0 V 3.2 N S N N N N N N N N N N N N N
714375 C 23 34 1 C GDM 2.3 Y RDS I N N N N N N N N Y N N N N
715602 CN 22 39 1 C CPD 3 N S N N N N N N N N N N N N N
714352 C 19 36 0 V 3 Y HYPOGLYCEMIA I N N N N N N N N Y N N N N
716147 CN 20 40 0 C CPD 3.2 N S N N N N N N N N N N N N N
716296 C 25 35 1 V 2.4 Y RDS S N 1 N N N N N N N N N N N
716280 CN 22 38 1 V 2.5 N S N N N N N N N N N N N N N
716334 C 22 35 0 C ECLAMPSIA 1.8 Y HYPERBILIRUBINEMIAI N N N N Y N N Y N N N N N
716116 CN 20 37 0 V 2.6 N S N N N N N N N N N N N N N
715829 C 22 34 0 C GDM 2.4 Y HYPERBILIRUBINEMIAI N N N N N N N N Y N N N N
716162 CN 28 37 0 C CPD 3 N S N N N N N N N N N N N N N
716380 C 20 36 0 C TWINS DCDA 2 Y HYPERBILIRUBINEMIAI N N N N Y N N N N N N Y N
716384 CN 19 37 0 V 2.5 N S N N N N N N N N N N N N N
716008 C 19 35 0 C PREV CS 1.7 Y IUGR I N N N N N 5 N N N N N N N
716341 CN 20 39 0 V 2.7 N S N N N N N N N N N N N N N
716526 C 25 35 0 C ABRUPTION 2.1 Y HYPERBILIRUBINEMIAI N N N N N N N N N Y N N N716526 C 25 35 0 C ABRUPTION 2.1 Y HYPERBILIRUBINEMIAI N N N N N N N N N Y N N N
716528 CN 21 39 0 V 3 N S N N N N N N N N N N N N N
716792 C 21 34 1 V 2 D I N N N N Y N N N N Y N N Y
716978 CN 21 38 1 V 2.8 N S N N N N N N N N N N N N N
716809 C 23 36 1 V 1.7 Y IUGR S N 1 N N N N N N N N N N N
716809 CN 25 39 0 V 2.8 N S N N N N N N N N N N N N Y
717084 C 28 36 2 V 2.3 Y RDS S N 1 N N N 3 N N N N N N N
717082 CN 21 40 0 V 3.2 N S N N N N N N N N N N N N N
717431 C 26 36 1 V 1.9 Y IUGR S N 1 N N N N N N N N N N N
717394 CN 31 38 2 V 2.5 N S N N N N N N N N N N N N N
717404 C 22 35 0 V 2.4 Y HYPOGLYCEMIA S N N N N N N N N N N N N N
717027 CN 29 38 1 C TRANSVERSE 3 N S N N N N N N N N N N N N N
717411 C 29 34 1 C ABRUPTION 1.1 D IVH I N N N N Y N N N N Y N N N
717468 CN 26 39 2 C CPD 2.8 N S N N N N N N N N N N N N N
717076 C 21 35 0 V 2.3 Y RDS S N N N N N N N N N N N N N
716979 CN 22 38 0 C 2.9 N S N N N N N N N N N N N N N
717673 C 19 36 0 V 1.9 Y SEPSIS S N N N N N N N N N N N N N
717774 CN 26 39 0 V 3 N S N N N N N 1 N N N N N N N
717796 C 26 36 0 V 2.6 N I N N N N N N N N Y N N N N
717749 CN 35 39 2 V 2.5 N S N N N N N N N N N N N N N
717819 C 24 36 1 V 1.8 D I N N N N N N N N N Y N N Y
717854 CN 24 38 0 V 3 N S N N N N N N N N N N N N N
717860 C 28 35 2 V 2 D I N N N N Y N N N N Y N N Y
717878 CN 29 42 2 V 3.2 N S N N N N N N N N N N N N N
717820 C 23 34 2 V 1.9 Y HYPERBILIRUBINEMIAS N 2 N N N N N N N N N N N
718074 CN 23 37 1 V 2.9 N S N N N N N N N N N N N N N
718057 C 27 35 1 V 2 Y HYPERBILIRUBINEMIAI N N N N Y N N N N N N N N
718159 CN 22 41 2 V 3 N S N N N N N N N N N N N N N
718171 C 21 34 0 V 2 Y HYPERBILIRUBINEMIAS N N N N N N N N N N N N N
718161 CN 22 38 0 V 2.5 N S N N N N N N N N N N N N N
718268 C 23 36 0 C SEV IUGR 2.3 Y RDS I N N N N Y 1 N N N N N N N
718271 CN 21 39 0 C BREECH 2.7 N I N N N N N N N N N N N N N
718064 C 27 34 0 C 2.3 Y RDS I N N N N Y N N N Y N N N N
718280 CN 20 40 1 V 3.5 N S N N N N N N N N N N N N N
717393 C 28 35 0 C UNCONTROLLED PE2.8 N I N N N N Y N N N Y N N N N
718457 CN 28 38 1 V 3 N I N N N N N N N N N N N N N
718604 C 20 36 2 C UNCONTROLLED PE2.2 Y HYPERBILIRUBINEMIAI N 1 N N Y 1 N N N N N N N
718649 CN 20 37 0 C DISTRESS 2.6 N S N N N N N 2 N N N N N N N



718685 C 19 36 0 V 2.3 Y RDS S N N N N N N N N N N N N N
718626 CN 21 38 1 V 2.9 N S N N N N N N N N N N N N N
718722 C 24 35 2 C PROLONGED PROM 2 Y IUGR S N N N N N N N N N N N N N
718665 CN 22 40 1 V 2.9 N S N N N N N N N N N N N N N
718517 C 29 36 1 V 3 Y HYPOGLYCEMIA S N N N N N N N N Y N N N N
718660 CN 20 41 0 C ECLAMPSIA 2.3 Y HYPERBILIRUBINEMIAS N N N N N N N Y N N N N N
718256 C 23 34 1 C TWINS DCDA 1.6 Y SEPSIS S N N N N Y N N N N N N N N
718597 CN 21 39 1 V 3.3 N S N N N N N N N N N N N N N
719001 C 26 34 0 C PROLONGED PROM2.8 N S N N N N N N N N N N N N N
718998 CN 26 39 1 C PREV CS 3.2 N S N N N N N N N N N N N N N
719029 C 26 36 0 C PLACENTA PREV 2.3 Y RDS I N N N N N N N N N N Y N N
718981 CN 28 40 0 C DISTRESS 2.8 N I N N N N N N N N N N N N N
719450 C 32 34 0 C TWINS DCDA 1.9 Y HYPERBILIRUBINEMIAS N N N N Y N N N N N N Y N
719341 CN 32 41 0 V 3.3 N I N N N N N N N N N N N N N
719356 C 21 35 1 C DISTRESS 3 Y HYPOGLYCEMIA I N N N N N N N N Y N N N N
719027 CN 20 39 0 V 2.7 N S N N N N N N N N N N N N N
719497 C 27 36 0 C TWINS DCDA 2.2 Y HYPERBILIRUBINEMIAS N N N N Y N N N N N N Y N
719463 CN 27 37 2 V 2.5 N S N N N N N N N N N N N N N
719594 C 21 35 0 V PROLONGED PROM2.5 N S N N N N N N N N N N N N N
719614 CN 23 39 0 V 3 N S N N N N N N N N N N N N N
718890 C 22 36 0 C UNCONTROLLED PE 2 Y HYPOGLYCEMIA I N N N N Y 1 N N N N N N N
719731 CN 26 38 1 V 3 N S N N N N N N N N N N N N N
719844 C 25 36 2 V 2.2 Y RDS S N 1 N N N N N N N N N N N
719850 CN 26 38 0 V 3.3 N S Y N N N N N N N N N N N N
719827 C 26 36 0 C TWINS DCDA 2 Y RDS S N N N N N N N N N N N Y N
719867 CN 23 39 0 V 2.9 N S N N N N N N N N N N N N N
720106 C 28 36 0 C TWINS DCDA 2.1 Y HYPOGLYCEMIA I N N N N Y N N N N N N Y N
720220 CN 24 39 1 V 2.8 N S N N N N N N N N N N N N N
720265 C 26 36 0 V 1.7 Y HYPERBILIRUBINEMIAI N N N N Y N N N N N N N N
732821 CN 21 38 0 C PREV CS 2.8 N S N N N N N N N N N N N N N
719663 C 30 35 4 C PLACENTA PREV 2 Y HYPOGLYCEMIA I N N N Y Y N N N N N Y Y N
720515 CN 20 39 0 V 2.8 N S N N N N N N N N N N N N N
720868 C 25 35 1 V 2.2 Y SEPSIS S N 1 N N N N N N N N N N N
720881 CN 24 41 1 C CPD 4.6 N S N N N N Y N N N Y N N N N720881 CN 24 41 1 C CPD 4.6 N S N N N N Y N N N Y N N N N
720846 C 28 35 1 C PREV CS 2.2 Y RDS I N N N N N 3 N N N N N N N
720779 CN 19 40 0 C NPL 3.1 N S N N N N N N N N N N N N N
721033 C 23 35 0 V 2.6 D I N N N N Y N N N Y N N N Y
720981 CN 32 40 1 V 3 N S N N N N N N N N N N N N N
721053 C 22 36 1 C PREV CS 2.1 Y HYPERBILIRUBINEMIAS N N N N N N N N N N N N N
720709 CN 26 38 1 C CPD 3.6 N S N N N N N N N N N N N N N
721136 C 23 35 1 V 1.4 y IUGR I N N N N Y N N N N N N N N
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