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ABSTRACT

Aim and objective: Gestational weight gain (GWG@$ a pivotal factor influencing
maternal and foetal health.i#t calculated by subtracting weight measured infitise
antenatal visit from the weight measured in théVast. Recommendations for GWG
in Indian women are not available, leading to rel@ on international standards that
may not be entirely applicable to the Indian popata The study is carried out to
assess the gestational weight gain during pregnanaypmen delivering in KLE Dr.
Prabhakar Kore charitable Hospital, Belagavi, imnmal and different morbidities of

pregnancy.

Material & methods: This cross-sectional study is conducted at KAHER & Dr.
Prabhakar Kore Charitable Hospital, Belagavi, frblmvember 2023 to November
2025. The study includes pregnant women admitteddédivery with documented
first-trimester weight records. BMI is calculateding the earliest first-trimester
weight and height. It is categorized based on WH&aAacific guidelines. Total
GWG is determined by the difference between weatdelivery and first-trimester
weight. The study participants were analysed basedormal outcome and outcomes
with morbidities. Statistical analysis includes cgstive statistics, paired t-tests,
ANOVA, and logistic regression (univariate) to exaenassociations between GWG

and pregnancy outcomes. Data is analysed using3BES version 22.

Results: There were 350 participants included in the stu@ige mean normal
outcome GWG was 10.27kg. The mean GWG in ante-natatomes with

morbidities were, pregnancy induced hypertensidhl)}P12.91 + 4.97 kg (OR: 1.17,
95% CI: 1.07-1.29P value=0.001), diabetes in pregnancy- 12.96 + 5.86 kg (OR

1.17, 95% CI: 1.04-1.3R value = 0.011), macrosomia -15.40 £ 5.35 kg (OR: 1.34,

Xi



95% CI: 1.15-1.61, P value =<0.001), foetal grovgstriction (FGR) - 8.71 + 3.15
kg (OR: 0.86, 95% CI: 0.74-0.9B,value =0.037) . Among the outcomes with intra-
natal morbidities, NICU admission was statisticalignificant with mean GWG 8.58

+3.34 kg (OR: 0.854, 95% CI: 0.737—0.975, P valQe26).

Conclusion Given the substantial role played by GWG as ard@hant of maternal-
foetal health, it is important to delineate courgpecific thresholds of GWG in Indian

women for better antenatal care and a positiveraiecy experience.

Key Words: gestational weight gain (GWG), pregnancy inducepentension (PIH),
diabetes, macrosomia, foetal growth restriction RrGheonatal intensive care unit

(NICU) admission.
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I ntroduction

INTRODUCTION

Gestational weight gain during pregnancy (GWG) asventionally defined as the
weight gained during pregnancy by subtracting tregit documented at the first
prenatal visit and last prenatal visit prior toidety. ™ Appropriate gestational weight
gain (GWG) is essential for fetal growth and pesitimaternal and childbirth

outcomed?

The incidence of preghancy complications tends @ohlgher at both extremes of
weight gain.®» Women who had excess weight gain were observedore tikely
have gestational hypertension, chorioamnionitiduaed labour, premature rupture of
membranes, caesarean delivery, intensive cargl@uf) admission, sepsis (puerperal
sepsis), respiratory morbidity, post-partum haetrege with transfusions and
potentially lifesaving interventions, severe neahanorbidity and perinatal deaths
macrosomia , child hood obesity, post-partum wergkgntion, obesity in later life ,

gestational diabete§*®

Women who had less weight gain during pregnancyemepced cerebrovascular/
central venous system morbidity, still births, lbwth weight infants, preterm births,

foetal growth restriction, birth asphyxia, neonaténsive care unit admissidf>”)

Gestational weight gain (GWG) is studied in relatto the pre pregnancy or earliest
first trimester recorded BMI. It is calculated hybsracting weight in pre pregnancy
weight/earliest 1st trimester weight from weightta time of delivery™>® However,
pre pregnancy BMI is not always available and ibjestted to recall bias, so the
earliest first trimester (<14 weeks) recorded weiglrecommended for assessing the

gestational weight gain according to previous rese&
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I ntroduction

WHO has categorised the BMI for different ethnipplations of the globe which are
being used for assessing weight gain in pregnamegng different categories of
BMI.“? The United States 2009 Institute of Medicine (IO} proposed the limits
of GWG under different BMI categories for the westg@opulation. ACOG has
recommended these GWG limits as reference to replomntially adverse outcomes

during pregnancy for both mother and baby.

These guidelines are derivi]dm white North American women, ethnically diffate
from Asians who are at risk of developing metabalisorders at a lower BMI.
Nevertheless, it is being used universally in regeatudies for assessing the weight
gain in pregnancy®!® The same recommendation is being followed uniligréa
clinical practice for assessing weight gain in p@cy among different ethnic
population across the world. However, GWG getli@riced by differerfactors like
ethnicity, genetic potential, nutritional and s@gonomic status, available health care
facilities etc.®* The effect of ethnicity on weight gain in pregnaiie not studied in
previous research among Asian populati6i® There are no reference ranges of
GWG available for Indian population based on WHOpmsed BMI categories for
adult Asian population™ Hence this study is carried out with the objectafe
assessing the weight gain during pregnancy in nlopneggnancy and pregnancy with
morbidity in women delivering in KLE Dr. Prabhak#&ore Charitable Hospital,

Belagauvi.
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AIMS AND OBJECTIVES

PRIMARY OBJECTIVE: To assess the gestational weight gain during pregna
women delivering in KLE Dr. Prabhakar Kore charieatHospital, Belagavi, in

women with normal outcome and with different mortés of pregnancy.

SECONDARY OBJECTIVE: To check the association of gestational weight gain

pregnancies with morbidities.
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Review of literature

REVIEW OF LITERATURE

In recent years, Body Mass Index (BMI) has gainddespread acceptance as a
standard measure of weight. However, alternativigiosesuch as the waist-hip ratio,
waist circumference, and absolute body weight haise been utilized?® Research
suggests that the waist-hip ratio may provide aemanecise assessment, though
relevant data is often limited. It is important note that BMI does not directly
measure body fat. While it is commonly employed aealuate weight-related

concerns at a population level, it is not suitdbkeindividual diagnoseg™?*%%

Body Mass Index (BMI) is a numerical value derivedm a person’s height and
weight, serving as a general measure to categomiteiduals based on body size. It

is calculated by dividing weight in kilograms byetaquare of height in metefs’

However, over the past two decades, changes Biylleepatterns have contributed to
a surge in obesity rates across both developeddaméloping nations. In countries
like India, disparities in socioeconomic conditidmsve resulted in a dual burden of
obesity and underweight populations. For exampyel®95, more than half of the
U.S. adult population had either overweight or ebsimtus, with a body mass index

(BMI) of 25 kg/m? or highert*®)

According to the updated 2009 IOM guidelines, imdlinals are categorized as
underweight, normal weight, overweight, obese, arbitly obese based on their

BMmI. @7
HISTORY OF GESTATIONAL WEIGHT GAIN:

Gestational weight gain (GWG), which refers to ttedal weight gained from

conception to delivery, varies significantly amongmen. During World War |
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(1914-1918), a decline in food availability waskid to a reduced incidence of
preeclampsia, reinforcing the societal prefereceHinness, even during pregnancy.
As a result, women were often advised to limit viseigain to less than 7 kg (15 Ibs),
based on the assumption that the foetus couldrokt#ficient nutrients for growth

while any additional calories would be stored asemmel fat®"®

However, the Dutch famine of 1944 revealed the equences of severe maternal
undernutrition, leading to increased rates of stith, low birth weight, and infant
mortality. These adverse outcomes prompted a memeert approach to GWG,
though it did not lead to the widespread acceptaficbe notion of “eating for two.”
On a global scale, growing concerns about undeiweigpmen entering pregnancy
and maternal malnutrition led to the first interoatl guidelines for pregnancy

weight gain in 1990
Physiology and Composition:

Pregnancy involves remarkable physiological andetigpmental adaptations that
sustain the foetus from conception through bififi. These changes ensure foetal
nourishment, adequate oxygen supply to both mdteaind foetal tissues, and
preparation for postnatal nutrition via lactatiohhroughout pregnancy, maternal
metabolism adapts in response to hormonal shdetaf demands, nutritional intake,
and physical activity level$?Y These adjustments are reflected in gestationajhwei
gain (GWG), which includes increases in maternal fmetal fat mass, fat-free mass
(muscle, bone), placental tissue, and amnioticdfli® While a comprehensive
review of pregnancy physiology is beyond this scopederstanding how these

processes influence GWG is essential for healthwardders.®)

Page 5



Review of literature

TRAJECTORIES OF GWG:

Several factors, including maternal age, race,typaaind pre-pregnancy BMI, have
been identified as key predictors of cumulative glieigain during pregnancy. In a
study conducted by Abrams et al (1995), older womeme found to gain more
weight during the first trimester but less duritg tsecond and third trimestef&”
Hispanic women exhibited a faster weight gain mtthe second trimester compared
to other racial groups. Similarly, research by Higlet al (1995), indicated that non-
Hispanic Black women experienced greater weighn grithe first trimester but a

slower increase in the second trimestét.

Carmichael et al in 199Bave presented patterns of maternal weight gaircaged
with good pregnancy outcome?® Their conclusion is that, among normal-
weight women, the rate of weight gain should belsiaduring the first and largest
during the second trimester of pregnancy with ghsldecrease in the rate during the

third trimester®®

Nohr et al in 2009 studied that, in the second thimd trimesters, first-time mothers
(nulliparous) were more likely to gain excessiveighe compared to those who had
previously given birth (multiparous). Additionallgjgarette smokers tended to gain

less weight than non-smokef<’

Findings from Misar et al (2010), also highlightiaet the African American women
gained weight at a higher rate from preconceptmagproximately 16—20 weeks of

gestation compared to non-African American won&h.

While many studies have shown that gestational ktejgin (GWG) is influenced by
maternal characteristics, a more recent study bg ket al in 2011, contradicted this

assumption, finding no significant link between GWghidelines and maternal
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traits®® Their research examined the impact of differentemmeal characteristics on
pregnancy outcomes and found no notable differen&siilarly, Sahu et al.
concluded that there was no strong association detwGWG and maternal
demographic factors. The uncertainty regarding tinduence of maternal
characteristics on GWG was also acknowledged iniikttute of Medicine (IOM)
guidelines, which recommended further researchetibeb understand the complex

interactions between maternal factors, GWG trajéespand health outcomé¥

(a) Trajectory == 1 == 2 == 3 4 =5 (b) Trajectory [l 1 B 2 [l 3 405

20
100
1 '70/0 -

75

e
(5]

32.7%

i l

Percentage, (%)

3]

Gestational weight gain, (kg)
=)

PR N L
0 10 20 30 20 Oe nor® 9
Gestational age, (weeks) Pre-pregnancy BMI

Figure-1 Trajectories and distribution of weight gan during pregnancy

a) Trajectories of weight gain during pregnancy Bjpds distribution among different
pre-pregnancy body mass index (BMI; calculated as weiglkilograms divided by

the square of height in meters) categoriés.
MODERN NUTRITION AND GWG:

The analysis in 2005 estimated that pregnant woimehe highest quartile of the
'Fast food' dietary pattern gained an averagekd more between the 10th and 40th

week of pregnancy compared to those in the lowestrtde. Similarly, those
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following a 'Traditional bread' dietary patternmgd 0.9 kg more, whereas women in
the highest quartile of the 'Alcohol and butteetdry pattern gained 0.7 kg less on

average®?

Previous studies in 2006 and 2009 after adjustomgfdctors such as maternal age,
initial BMI, parity, education level, smoking, livy area, birth weight of the baby,
and gestational week of the first weight measurémenly three dietary patterns
remained significantly linked to weight gain: 'Fdebd', 'Traditional bread', and

'Alcohol and butter®33%

Uusitalo Ulla et al in 2009 investigated the ra@aship between dietary patterns and
maternal weight gain rate. Their findings indicatiedt the 'Fast food' and 'Traditional
bread' dietary patterns were positively associateth weight gain, while the

Traditional meat', 'Coffee’, and 'Alcohol and buttdietary patterns showed an

inverse associatiof#?
MORNING SICKNESS AND GWG:

King JC et al in 2000 mentioned that the pregnaa&seciated hormones, along with
elevated levels of existing hormones, significanthpact GWG. Human chorionic
gonadotropin (hCG), often termed the "pregnancymuore," is detectable shortly
after embryo implantation. Its serum levels risarply, peaking around 7 weeks post-
last menstrual period (LMP$® This surge, combined with increasing oestrogen and
progesterone, is linked to morning sickness—a come@rly pregnancy symptom
characterized by nausea and vomiting. Mild nauselvamiting may lead to modest
weight loss in the first half of pregnancy. If deigtion is avoided and weight loss
remains under 5% of pre-pregnancy weight, non-phaohogic remedies (e.g.,

ginger, vitamin B6, acupuncture) can be effectisgecommended by WHO in 2016.
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%6) Notably, studies in 2015 suggest nausea may rettiecesk of excessive GWG,

particularly in individuals with higher pre-pregrgrBMIs. ¢”

HORMONAL CONTRIBUTION TO GWG:

Elevated oestrogen levels modulate carbohydraiil, land bone metabolism, while
also stimulating uterine and breast tissue growiM. Progesterone, vital for
maintaining pregnancy, ensures uterine relaxatguppresses maternal immune
responses to prevent foetal rejection, and supplegtsignificant increase in maternal
blood volume (40-50% above baseline). This expandledd volume enhances
nutrient and oxygen delivery to the foetus and butes to GWG, alongside

extracellular fluid retention (oedema) as suggebteling TL et al in 2015
BODY MASS INDEX (BMI):

Currently, BMI is the predominant method used gllghdo assess body fat
composition. The World Health Organization (WHQO)2004 has established BMI
categories that indicate varying degrees of undgiweand overweight, helping to
identify individuals or populations at risk for Héeaissues such as cardiovascular

diseases, type 2 diabetes, and other related comslit?

Body mass index (BMI) serves as a common metrie¥@auating body composition,
particularly in terms of fat content. While theme aarious other methods to measure
body fat, such as skin fold thickness, underwateighing, magnetic resonance
imaging, dual energy X ray absorptiometry (DEXA)daultrasound, these techniques
are less frequently utilized during pregnancy. Thgs primarily due to their

impracticality, potential risks, or the confoundireffects of pregnancy-related
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changes, such as an increase in total body watér8ylitres as given by Widen EM

et al in 2014%?

These BMI categories are employed in policy-makioganalyse population data,
inform preventive measures, and evaluate the owsarhinterventions. Additionally,
they are used to pinpoint high-risk individuals fmreening, assess absolute risk,
determine the necessary type and intensity ofrtreat, and monitor treatment effects

over time. Y

ETHNICITY AND POPULATION BASED CONSIDERATION WITH

GESTATIONAL WEIGHT GAIN:

In 2004, WHO experts recommended revised BMI ctg-tdr Asians, recognizing
that their body fat distribution differs from that Europeans. The WHO Asian BMI
classification adjusts the normal weight range daders the thresholds for
overweight and obesity, thereby identifying mordiwduals at risk for metabolic

disorders®V

Increasing attention is being given to GWG guidedinthat consider ethnic and
population differences. Research by Unnikrishnamaleh 2017 shows that despite
having lower BMIs, many Asian populations exhibihigher proportion of body fat,

particularly in the abdominal area (central obgsitshich increases the risk of type 2

diabetes and cardiovascular dise4s&)

Following the adoption of WHO Asian BMI categoriesgsearchers began
investigating whether distinct GWG guidelines slloalso apply to Asian women
like India.“*? Xin et al (2014) study has shown that 1,529 rrethinic Asian women

(Chinese, Malay, Indian) in Singapore evaluated GYs@ges that optimize infant
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and maternal outcomes, such as appropriate-foati@sal-age (AGA) infants and

delivery methods (caesarean vs. vaginal birth).

Findings suggested that underweight women bengfiftem greater weight gain
(12.9-23.9 kg) compared to IOM recommendations5428 kg), while overweight
women had better outcomes with lower weight gaif6{24.0 kg) than the IOM

guidelines (7-11.5 kdj®.

In the obese category, even weight loss duringymaecy €5.0 to 7.0 kg) was
associated with optimal maternal and foetal outnuontrasting with the 10M
guideline of 5-9 kg, by Johansson K et al in 20%4 For this discussion, the IOM
GWG guidelines are referenced as they are wideplicgble across various racial
and ethnic groups. However, further research ieseary to refine recommendations

to accommodate distinct body composition charastiesi in different population&'®
ASSOCIATION OF MATERNAL AGE AND GWG:

Howie LD et al in 2003 studied that younger wonaeil adolescents are more prone
to excessive weight gain during pregnané§.Gould et al in 2011 looked into this
tendency being linked to concurrent maturation ramskes concerns regarding the risk
of postpartum weight retention and the possibilitythese young women entering a
higher BMI category in subsequent pregnanciéd. The relationship between
maternal age and GWG is less consistent among wlderen. For instance, Deputy
et al (2015) found that inadequate GWG was more/ghkeat among multiethnic

women aged 35 and oldé&t”
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CONCERNS OF PARITY AND GWG:

Adolescent first-time mothers (primiparas) gainedaxerage of 5.28 pounds more
than women who had previously given birth (multgsgrand were twice as likely to
experience excessive GWG compared to multiparasualéees mentioned in 1988 and

1994.5051)

The experience of even a single pregnancy altekeraan's body fat composition.
One aspect of the CARDIA study in 1994 indicateat thoth White and Black women
who had one pregnancy exhibited increased adipasityipared to those who
remained nulliparous® Parity has a significant correlation with GWG, ipgedent

of other known factors. In a study involving wonfesm England in 2023, parity was

the most influential factor contributing to GWG |léaved by birth weight and BMI.

(47)

Additionally, extensive multiethnic studies hav@aged primiparity as a significant

factor in excessive GWG compared to subsequenhpreges®?

MULTIPLE PREGNANCY AND GWG RECOMMENDATION:

Provisional guidelines (2011) were establishedmad+weight women should aim to
gain between 17-25 kg (37-54 Ibs), overweight wostesuld gain 14-23 kg (31-50
Ibs), and obese women should gain 11-19 kg (25b4p throughout the tern¥®

There was not enough information available to fdateueven provisional guidelines

for underweight women expecting multiple foetuses.

In pregnancies involving twins, the recommendestag@onal weight gain (GWG) is
higher compared to singleton pregnancies. Thismeeendation in 2013 by ACOG is

inversely related to the pre- pregnancy BMI catggd?
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By Lak AK 2015, for instance, a woman of normaligi® expecting twins should be
advised to gain more weight than her overweightntemnpart who is also expecting
twins. However, her weight gain recommendatiortils greater than what would be

advised if she were only carrying a single bahy.

The Institute of Medicine (IOM) was unable to cooda thorough analysis for twin

pregnancies as it did for singleton pregnanéiés.

POSTPARTUM CONSEQUENCES OF GWG:
Many women of reproductive age associate theimgisBMI with pregnancy.
Research by Kiel et al in 2007 shows that over figars postpartum, 89% of women

who had a normal BMI before pregnancy transitiottedverweight or obes€>

Since the postpartum phase of the first pregnaaoyes as the preconception period
for subsequent pregnancies, women often enter rilegir pregnancy at a higher BMI,
increasing their likelihood of excessive gestatiomeeight gain (GWG) and
postpartum BMI elevatioR®>" This cycle of continuous weight gain contributes t
the rising prevalence of overweight and obesity both reproductive-age and

postmenopausal womef®

Research by Oken et al in 2009 indicates that weggn beyond the recommended
IOM guidelines plays a crucial role in postpartureath. ®® Several studies,
including a large meta-analysis in 2011 involvingeo 69,000 women, reveal that

excessive weight gained during pregnancy can péesisip to two decade$”

Women who experience excessive GWG tend to retane mveight postpartum,
while those with a higher preconception BMI are enlikely to struggle with greater

postpartum weight retentioff™%?
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CONSEQUENCES DURING PREGNANCY
GESTATIONAL DIABETES AND IMPAIRED GLUCOSE TOLERANCE

Pregnancy is often associated with a significdntsplogical decline in peripheral
insulin sensitivity. When this decrease is couphgth beta-cell dysfunction, it can
lead to the onset of abnormal glucose regulationndupregnancy, known as

gestational diabetes mellitus (GDM)?

The prevalence of GDM has risen sharply in receary. Between 1989 and 2004,
the overall incidence of GDM in the U.S. increabgdl22%, with a 260% rise among

African American womer(®¥

Among 11 studies analysed, four indicated a pasiggsociation between GWG
above the recommended range and abnormal gluctesartoe.®® Meanwhile, three
studies in 2007 found that inadequate GWG incre#isedisk of developing GDM,
while four studies reported no significant link ween GWG and glucose
metabolism® A major limitation in most studies, except onel(na et al) was the
use of total GWG rather than weight gain up topbiat of diagnosis®® This poses
challenges because managing GDM typically involdéstary modifications and

weight control efforts.

Research by Chu et al in 2007, has shown that womienare already obese before
pregnancy experience a greater degree of insusigtasmce and are at a higher risk of

developing GDM compared to those with normal weifjht

The IOM report did not address the relationship betweestatjenal weight gain

(GWG) and abnormal glucose metabolism. Howevegesthen, studies reviewed in
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the AHRQ report in 2008 provide limited evidenceporting a link between GWG

and abnormal glucose metabolism (such as GDM oaiirag glucose tolerancéy®
INFLUENCE OF GWG IN HYPERTENSION:

Hypertensive disorders during pregnancy includegmaecy-induced hypertension
(PIH), preeclampsia and eclampsia. Women who aerweight or obese before
conception face a significantly higher risk of depeng pregnancy-induced
hypertension® A study by Thadhani et al, 1999 examined the hektween pre-

pregnancy BMI, cholesterol levels, and hypertensierditions in pregnancy among
15,262 women."® After adjusting for age, the study by Bodnar et 2007

determined that the relative risk of gestationgddryension was 1.7 for women with a
BMI between 25 and 29.9 and 2.2 for those with al BM30 or above, compared to
women with a BMI below 21. Similarly, the likelihdoof preeclampsia is nearly

twice as high in overweight women and close todltnmes greater in obese women.

(71)

While the connection between pre-pregnancy BMI ayypkrtensive disorders is well
established, the role of gestational weight gailV(® in these conditions remains
uncertain. The 2007, Macdonald et al explained thatitute of Medicine (IOM)
report emphasized the lack of definitive evideno&kihg GWG to hypertensive
disorders, a gap that persists tol&Preeclampsia, for instance, is associated with
reduced maternal plasma volume expansion, whickcdllp increases by 50-60%
during pregnancy. This condition may also influemaely pregnancy weight gain
patterns.® Moreover, factors such as increased vascular bilitg and lower
plasma oncotic pressure in preeclampsia can leagkdessive weight gain due to

fluid retention in later pregnancy.

Page 15



Review of literature

GWG IN ANAEMIA:

Several studies have explored whether maternahainaafluences GWG. The effect
of anaemia on birth outcomes, particularly in relatto GWG, has been widely
debated. weight differences are not statisticaipiicant between anaemic and non-
anaemic mothers when controlling for GG mentioned by Kang et al, 2018.

Findings by Lee et al in 2019, suggest that ana@&mimen tend to have lower weight
gain during pregnancy, possibly due to nutritiodaficiencies or underlying health
conditions affecting metabolism and appefitd. A study by Ren et al in 2020 found
that insufficient iron intake and low haemoglobievels were associated with

inadequate GWG, increasing the risk of intrautegrawth restriction (IUGR)\™®

Furthermore, research suggests that weight gaimegestational age at delivery
(GAD) remains unaffected by maternal anaemia inymzases, with no significant

disparities between male and female infant (Patal, €020) "

Zhang et al in 2021, indicated no significant clatien between anaemia and total
GWG, suggesting that while anaemia affects matdraalth, it does not necessarily

impede appropriate weight gain during pregnaf(&.

While some studies indicate that anaemia may duut&ito lower birth weights due

to compromised placental function as describeduny ét al in 2022

These findings highlight the importance of propmtaly interventions and physical
activity during preconception and antenatal caredseto be ensured for optimal

maternal weight gair®®
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INDUCTION OF LABOR AND GWG:

The evidence from the studies conducted were cereid weak regarding an
association between excessive GWG and the needbour induction or failure of
induction. ) Although all five studies reported statisticaligrificant increases in
related outcomes, variations in defining high GW@&d aa lack of control for

confounding factors limited meaningful comparisansoss studie$?
LENGTH OF LABOUR AND GWG

Three studies in the AHRQ review of 2009 asseshkedlihk between GWG and
labour duration. Two studies indicated a significencrease in labour duration with
higher GWG, but both lacked adequate control fomf@onding variables.

Consequently, the evidence supporting this assogiatas deemed weal#48%)
IMPACT OF GWG IN MODE OF DELIVERY:

Since the IOM (1990) report, extensive research éwammined the relationship
between GWG and mode of delivery. The AHRQ revidigWanathan et al) in 2009
analysed 21 studies that treated GWG as eithentincous or categorical variable
unrelated to the IOM (1990) guideliné®) These studies provided moderate evidence
of a connection between high GWG and an increadezihood of caesarean

delivery. Only four studies did not find a signiitt associatiort®”

When GWG was categorized based on IOM (1990) recemaations, moderate
evidence suggested that weight gain beyond thenme@amded range increased
caesarean delivery risk among normal-weight anc&eight women. However, the

evidence was weaker for obese and morbidly obeseend®®
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LONG-TERM CONSEQUENCES OF GWG:

The IOM (1990) report mainly focused on infant auwtes and did not consider long-
term maternal effects of GWG. Arendas et al in 2088ggested that excess
postpartum weight retention has been linked to mbrbealth conditions, including
diabetes, hypertension, and other cardiovascudirfaictors ®® Below is a discussion

on GWG's potential long-term health impacts.
Consequence of GWG and Type 2 diabetes/metaboticsorders:

Research by Berg and Scherer in 2005 further lygted the importance of both fat
distribution and volume in systemic inflammationjttwvisceral fat being more
strongly correlated with insulin resistance in abesdividuals than in lean

individuals.® 2005

Similarly, Lim et al in 2007 found that women witfestational diabetes mellitus
(GDM) exhibited abnormal glucose tolerance one yestpartum, a condition linked

to increased visceral fat independent of matemaland BMI®%

No published studies were found examining thectliassociation between GWG and
later-life metabolic disorders. However, such & imbiologically plausible due to the
known relationship between GWG and postpartum wieigtention. Although GWG
data were not collected, Gunderson et al in 20Q&rted that childbirth was

associated with increased visceral fat postparftim.

Consequence of GWG and Cardiovascular disorders
There is no direct evidence linking GWG to the depment of cardiovascular
disorders later in life. However, obesity, preegism, and toxaemia during

pregnancy are known risk factors for long-term amascular diseas€™
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Consequence of GWG and Mental health

Two small studies, Jenkin et al and Walker, 19%&/ioled weak evidence suggesting
an association between postpartum weight reter{ipnto one year after delivery)
and self-esteem or depressiéif Notably, these studies did not account for pre-

pregnancy BMI, limiting their conclusion§
CONSEQUENCES OF GESTATIONAL WEIGHT GAIN FOR THE CHI LD:
Effects on Neonatal Morbidity and Mortality :

A considerable amount of research has exploreddhaection between maternal pre
pregnancy BMI and neonatal health outcomes, innwdnorbidity and mortality. Pre
pregnancy BMI is significantly linked to infant ntality and several other crucial

clinical outcomes, such as stillbirth and preteirthb®?
Effects on Preterm birth:

Preterm birth, defined as birth before 37 weekgastation, is a crucial indicator of
developmental maturity. The risk of morbidity andntality is directly related to the
degree of prematurity. Infants born between 33-8&ks face slightly elevated health
risks, whereas those born before 33 weeks experiemuich more severe
complications. Preterm birth-related health riskslude acute respiratory, central
nervous system, and gastrointestinal disorders, wsll as long-term

neurodevelopmental impairments (I0M, 2007).

Women who are underweight (BMI below 19.8) or obéB&l over 30) before
pregnancy face a 2 to 4 times higher risk of deinge preterm, highlighting

nutritional status as a key factor influencing pret birth rates®>

Page 19



Review of literature

Gestational weight gain plays a crucial role int@ne birth risk. Deviations from the
recommended weight gain outlined by the InstituteMedicine (IOM), whether
insufficient or excessive, double the likelihood pfeterm birth. Women with
inadequate nutritional status during pregnancy tacencreased risk of preterm birth,
a relationship that has been well-documented irerotstudies as studied in a

systematic review of Han Z et all in 201°F)

Conversely, having a normal pre-pregnancy nutriiostatus may serve as a
protective factor against preterm birth. Theseifigd align with previous researches

(Masho et al study in 20135"

In the Albanian context, as per the study condubieXinxo.S et al in 2013, there is
a notable association between pre-pregnancy rmuaiti status, gestational weight
gain, and the rate of preterm birt® Although more than half of women begin
pregnancy with a normal nutritional status, the arigj (63%) fail to achieve the
recommended weight gain during pregnancy. Amongdheho are undernourished

before conception, only 28% attain the advisedagiestal weight.

Pre-pregnancy nutritional status, as measured by, Blpears to be a significant
predictor of adverse pregnancy outcomes, spedifipaeterm birth (Cornish et al in

2024).09
Effects on still birth:

Research by Naeye R. L. et al in 1979 suggestwbaten with a low pre-pregnancy
BMI and inadequate GWG face a heightened risk etdloor perinatal mortality,
which includes both stillbirth and neonatal deaflkewise, women with a high pre-

pregnancy BMI and excessive GWG are also more piontleese adverse outcomes.

(100)
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Both insufficient and excessive gestational weightn (GWG) can affect foetal
viability in the later stages of pregnancy, incregghe likelihood of stillbirth, which
is defined as pregnancy loss occurring after 2Cke/@é gestation by a cohort study in

2017 (Yao R et alf®V
Effects on birth defects:

The 1990 Institute of Medicine (IOM) report found studies examining a direct link
between GWG and birth defects. Since congenitababalities typically develop
early in pregnancy, GWG is unlikely to be a primagntributing factor. However,
research on pre-pregnancy BMI indicates that arease in BMI raises the risk of
birth defects*°? Only one study has directly explored the connectietween GWG
and congenital anomalies—Shaw's research sugg#ésédnfants born to mothers
who gained less than 5-10 kg during pregnancy \eér@ higher risk of neural tube
defects “%®) Another study found that maternal weight loss miypregnancy was also
associated with an increased likelihood of neuraétdefects*®?It is more plausible
that any observed relationship between GWG anth biefects results from reverse
causality, where foetal abnormalities influenceemnadl weight gain rather than GWG

causing birth defects.
Effects on infant mortality:

Infant mortality is a major public health concemdaserves as an indicator of a
population’s reproductive health status. Interestaetal growth and preterm birth
largely stems from their known associations witfai mortality and morbidity.
However, research directly linking GWG to infant nadity remains limited® The
IOM (1990) report cited only one study on perinatabrtality (NCHS, 1986), and

since then, only one additional study has beenucted- The National Maternal and
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Infant Health Survey (NMIHS), led by Chen et aRid09.% Their findings revealed
that inadequate GWG significantly increased thk osinfant mortality, particularly
among underweight and normal-weight women, wheeer¢kative risk was 3-4 times
higher than in those with the highest GW&® Among overweight and obese
women, both low and excessive GWG nearly doubledisk of infant mortality. The
effect was more pronounced in neonatal deaths ifwitte first 30 days of life) than
in post-neonatal deaths (occurring after one mdmh before the child’'s first
birthday). For the group with the lowest weightrgahe relative risk for neonatal
mortality was 3.6 for underweight women, 3.1 formal-weight women, 2.0 for

overweight women, and 1.2 for obese women.
Effect on LGA and SGA babies:

Alberico, S et al in 2014, confirms that excesgjestational weight gain (GWG) is a
significant and independent predictor of macrosomégardless of pre-pregnancy
BMI. Excessive GWG increases the risk of macrosomidependently of pre-
gestational BMI.*%? No significant interaction was found between pregmancy

BMI and GWG, meaning that excessive weight gaim lisk factor for macrosomia in

both obese and non-obese women.

As per a study in 2016, In women with gestationabdtes (GDM), excessive GWG

remained an independent risk factor for macrosdadgusted OR 2.6

Women with excessive GWG had a higher incidencenatrosomia, even when
adjusting for other risk factors such as paritytanaal height, gestational age, and

neonate sex'”

Inadequate GWG by Chen et al in 2019, significaimttyreased the risk of LBW and

SGA, particularly in women with pre-pregnancy obest'®
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A study analysed by Lewandowska, M. et al in 2@2ws the impact of gestational
weight gain (GWG) on newborn birth weight outcomesyticularly large-for-
gestational-age (LGA) and small-for-gestational-68@A) infants™?" The findings
highlight that both insufficient and excessive GWifBuence foetal growth patterns,
with maternal obesity play a significant role. Essiwe GWG was more common in
obese women (55.1% vs. 28.7% in women with normidl)Band was strongly
associated with an increased risk of LGE®V |n the subgroup of women with
normal GWG, the adjusted risk of LBW due to mateoisesity was 17 times higher,
GWG was identified as a major confounding factofluencing birth weight

outcomes*V

Nan Li, Enqging Liu et al (2013) - Maternal Pre-preghancy Body Mass Index and

Gestational Weight Gain on Preghancy Outcomes™?

This study analysed health care records from 3@égnant women between June
2009 and May 2011, focusing on the relationshipwbeh pre-pregnancy BMI,
gestational weight gain (GWG), and pregnancy ougnihe study revealed that
maternal pre-pregnancy obesity and excessive GWfeased the risk of gestational
diabetes, pregnancy-induced hypertension, caesaearery, large-for-gestational-
age (LGA) infants, and macrosomia. Inadequate GW&S linked to higher risks of
preterm delivery and small-for-gestational-age ($@%ants, while excessive GWG
was associated with lower risks of preterm delivand SGA. Women who were
obese pre-pregnancy and gained excessive weighsigadicantly higher risks of
complications compared to those with normal BMI amtbquate GWG. The study
concluded that health care providers should advis@en to enter pregnancy with a
normal BMI and limit GWG according to their pre gnancy BMI to prevent adverse

pregnancy outcomes and future health issues formothers and infant§!?
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Balaji Bhavadharini, Ranjit Mohan Anjana et al (2017) - Gestational Weight
Gain and Pregnancy Outcomes in Relation to Body MasIndex in Asian Indian

Women: 40

This retrospective study examined the pregnancyoomés of 2,728 women in
Chennai, India, in relation to their BMI and weigigin during pregnancy. It found
that overweight and obese women who gained morghweiuring pregnancy were
more likely to deliver macrosomia infants. Additédly, obese women faced a higher
risk of preterm labour, caesarean section, andcfaessia. In contrast, women with
normal weight or who were overweight and gained lesight had a reduced risk of
caesarean sections and macrosomia. The studydtitddi the importance of gaining
adequate weight during pregnancy and suggestedommeption counselling for
overweight and obese women to emphasize healthpgeand physical activity,

potentially improving outcomes for Asian Indian wem®®

Juliana Chen Xu et al (2022) - Association BetweeBody Mass Index and
Gestational Weight Gain with Obstetric and Neonatal Complications in

Pregnant Women with Gestational Diabetes*

This retrospective cohort study in Portugal analy$8,467 pregnancies with GDM
between 2014 and 2018 to examine the relationshigvden pregestational BMI,
GWG and pregnancy outcomes. The results showedtilatpregestational BMI and
GWG were significantly associated with a varietycofmplications. Overweight and
obese women had a higher risk of gestational hgpsion, caesarean section, and
macrosomia. Obesity was also linked to preeclampsgpiratory distress syndrome,
and admission to the neonatal intensive care umadequate GWG was associated
with a lower risk of gestational hypertension aagsarean section but an increased

risk of low birthweight. Excessive GWG was assagiawith increased risks of
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gestational hypertension, macrosomia, and LGA. $hely concluded that both
pregestational BMI and GWG significantly impacte@ternal and neonatal health,
highlighting the need for effective monitoring amdntrol during pregnancy to

minimize complications!'¥

Thanyawalai Chairat, Ameporn Ratinthorn et al (2023 - Prevalence and Related
Factors of Inappropriate Gestational Weight Gain Anong Pregnant Women

with Overweight/Obesity in Thailand: **

This cross-sectional, retrospective study condudtedhailand between July and
December 2019 examined 685 pregnant women withwaight or obesity and 51
nurse-midwives (NMs) from ten tertiary hospitalbeTstudy found that 62.34% of the
women experienced excessive gestational weight @8wG), and 12.99% had
inadequate GWG. Factors associated with appropr@®WG included ANC
counselling on weight gain, good quality ANC seedgcand NMs' positive attitudes
toward GWG control. Maternal factors such as sigfitincome and access to low-
fat foods also contributed to better GWG outcomé&scessive GWG was
significantly associated with an increased riskpafnary caesarean sections, foetal
large-for gestational-age (LGA), and macrosomiae $tudy concluded that the high
prevalence of inappropriate GWG, especially exves8§WG, among women with
overweight or obesity in Bangkok underscores thedrfer better ANC services and

the establishment of training programs for GWG ngamaent %)
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Ikeola A. Adeoye, Elijah A. Bamgboye et al. (2023) Gestational Weight Gain
Among Pregnant Women in Ibadan, Nigeria: Pattern, RPedictors, and

Pregnancy Outcomes™*®

This study, part of a multicentre prospective ebho Ibadan, Nigeria, involved
1,745 pregnant women to assess gestational weaht(GWG) and its impact on
pregnancy outcomes. The women were categorizeddbase the Institute of
Medicine's (IOM) GWG classification into insufficie adequate, and excessive
weight gain groups. The study found that 56.8%haf participants had excessive
GWG, while 16.9% had optimal GWG, and 26.9% hadifiitcsent GWG. Predictors
of excessive GWG included higher income, being wegght or obese, and certain
demographic factors like religion and physical atti Although excessive GWG
was associated with higher rates of caesarearoreatid postpartum haemorrhage,
there was no significant association with most peegy outcomes. The study
concluded that achieving appropriate GWG is cruimalmaternal health in Nigeria,

particularly in light of the higher prevalence otessive GWG!®

Lisa M. Bodnar, Kari Johansson et al (2024) - Gest@nal Weight Gain Below
Recommendations and Adverse Maternal and Child He#h Outcomes for

Pregnancies with Overweight or Obesity: A United Sttes Cohort Study®'®

This study examined data from a cohort of nullipgrevomen in the United States
who were classified as either overweight (955 pagodints) or obese (897

participants), tracking them from early pregnanbyotigh 2—7 years postpartum.
Using multivariable Poisson regression, researcheatysed the association between
pregnancy weight gain z-scores and a compositomg®f 10 adverse health events,

including gestational diabetes, preeclampsia, um@d caesarean delivery,
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postpartum weight gain, metabolic syndrome, inféeath, stillbirth, preterm birth,

small-for-gestational-age births, and childhoodsitye

Pregnancy weight gain was categorized into threemgs: below, within, and above
the IOM-recommended ranges. Findings indicated weaght gain below the lower
limit of the IOM recommendations (6.8 kg for overglg women and 5 kg for obese
women) was not linked to an increased risk of aslveputcomes. These results
suggest that reassessing the lower threshold ofQM guidelines for weight gain
during pregnancy in women with higher pre-pregnaBt§i may be warranted, as

gaining less than the currently recommended amoaunid still be safe.

Girma Alemayehu Beyene, Mukrem Abdulwehab Yunus etal (2024) -
Gestational Weight Gain and Its Determinants AmongPregnant Women in

Gurage Zone, Central Ethiopia: A Cohort Study. ™"

This cohort study conducted in Gurage Zone, Ethiofollowed pregnant women
who began antenatal care before the 16th weekegnpncy. Researchers assessed
gestational weight gain by subtracting early pregyaveight from the last pregnancy
weight and categorized it according to the Ingitof Medicine’s recommendations.
Results revealed that 10% of women were underweg@® had normal weight, and
the average weight gain was 13.3 kg. More than (&%) gained adequate weight,
while 44% either gained inadequate or excessivghteMaternal age, occupational
status, and early pregnancy weight were signiflgaassociated with gestational
weight gain. The study emphasized the need foretady antenatal counselling,
especially for younger, employed women, and thos# wither underweight or

overweight statuses, to ensure better health owsdor both mother and child*”
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Jenna L. Hollis, Kristine Deroover et al (2024) -Antenatal Care Addressing

Gestational Weight Gain (GWG): (118)

A Cross-Sectional Study of Pregnant Women’s RepdReceipt and Acceptability of
Recommended GWG Care and Associated Characteristictelephone survey
conducted between September 2018 and February 2@i8yed 514 women who
had recently delivered babies in Australia. Thedgtfiocused on whether these
women received recommended antenatal care fortgesthweight gain (GWG) in
line with Australian guidelines. Results showedt thaly 13.1% of women received
weight assessments at both their first and a sulesgyisit, and less than one-third
(30%) received advice on recommended GWG rangesargli intake, and physical
activity. While 92% of Aboriginal and 93% of non-afiginal women found the care
acceptable, most did not receive the full recommednthre. Factors such as younger
age, higher pre-pregnancy BMI, and first-time peeagies were linked to higher
likelihoods of receiving proper GWG care. The stedycluded that although there is
high acceptability for GWG care, a broader, servioge practice change is needed to

improve adherence to the guidelingé&
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MATERIALS AND METHODS

TYPE OF STUDY: Cross Sectional Study.
STUDY DURATION: December 2023 to December 2024

PLACE OF STUDY: KAHER'S KLE Dr. Prabhakar Kore Charitable Hospital

Belagavi.

INCLUSION CRITERIA: Pregnant women who were admitted for delivery in
KAHER'S Dr. Prabhakar Kore Charitable Hospital, &gvi and have their 1st-

trimester weight records.

EXCLUSION CRITERIA:

1) Pregnant women who do not have their 1st trienegeight records.

2) Women who did not deliver in Dr. Prabhakar KQtearitable Hospital.
SAMPLE SIZE: 300

Sample size calculation:

The sample size was calculated based on the preeald women who gained ideal
weight Indian women during pregnancy accordingh Ihstitute of Medicine (IOM)
recommendations, which was reported as 30% indy 4ty Bhavadharini B et af*”
Other parameters considered for the calculatiotud®dl an absolute precision of
5.31% and a 95% confidence level. The followingnfola, as described by Daniel
WW et al, was used to determine the sample $i2&:

Z’P(1—-P
yZPA-P)
dZ

Wheren = Sample size
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Z= Z statistic for confidence level 95% is 1.960

P = Expected prevalence/proportion of outcome= 0.30

d = Precision= 0.0531

The required size as per the above-mentioned edionlwas 286. To account for a
non-participation rate of a about 5%, another Igfestis will be added to the sample

size. Hence the final required sample size woul@Qs®

SOURCE OF DATA: Case records and antenatal visit records of wombno w
delivered in KAHER’ S Dr. Prabhakar Kore Charitablespital, Belagavi with first

trimester weight records.

CTRI NUMBER: CTRI/2023/12/060690.

ETHICAL CLEARANCE: Ref No. MDC/JINMCIEC/209

WAIVER OF CONSENT: Ref: MD/DOME/363

DATA COLLECTION METHOD:

Pregnant women admitted WAHER’ S Dr. Prabhakar Kore Charitable Hospital,
Belagavi for delivery were screened as per inclusemd exclusion criteria by
convenient sampling. Demographic information susimame, age, address, in-patient
number and date of admission was recorded. Detailerent antenatal history of
three trimesters were obtained such as number tnatal visits, nutritional
supplement intake (folic acid, hematinic and cattiuparity, period of gestation at
the time of delivery, past obstetric history sushreedical illnesses, previous mode of

deliveries were noted from the available recordsariination details such as pulse
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rate, blood pressure, cardiovascular system, agspyr system, per abdomen, per

speculum and per vaginal examination were alsarodda

Intra-natally, the duration of labor, complicattonsuch as malpresentation,
antepartum/post-partum hemorrhage, cephalopelvispraportion (CPD) were

obtained from the case records.

Delivery details i.e. Vaginal delivery (spontansfmduced labor/instrumental),
Cesarean sections (elective &emergency) and bathild (gender, birth weight, time

of birth, APGAR score, NICU admissions) were noted.

The enrolled women in this study were checked fairt height (in cm) using
stadiometer (figure-2) which is wall mounted onesren surface (product type used in

this study: Hard tape, Length: 200cm, Calibraticentimetres, Blade material: steel).

Figure-2: Stadiometer

Weight (in kg) was recorded with light weight clotg and without footwears using
mechanical weighing machine (Figure 3) before thievery. The weighing scale has
a zero adjuster which is adjusted to zero kg befosmasuring the weight. (The
weighing machine used in this study is a mecham@aiual analogue weighing scale,

model type: classic, capacity: up to 150 kg, messur kg, material: plastic).
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Figure-3: Mechanical Weighing Machine

Immediately after the delivery weight of baby is asered (if resuscitation was
required, measured immediately after resuscitatioBing an electronic infant
weighing scale (figure-4). (In this study the etenic BWS 101 was used to measure
the baby weight, has an accuracy of 5g and a résolaf 1g. The BWS 101 features
an easy-to-read LCD screen display, providing ateumeasurements up to 10kg.
This baby weighing scale is equipped with a 6V, Ah.2battery backup for

uninterrupted operation).
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Figure:4- Electronic Infant Weighing Scale

BMI of the woman is calculated based on earliedt tlisnester weight record

available with the patients and the height measured

riest 1st trimester weight record (in kg)

Body mass inde% =

(Height in meter?)
and categorized as per the WHO BMI cut-off for fsa-Pacific population*?®

Table:1- WHO BMI* cut-off for the Asia-Pacific population

Underweight <185
Normal 18.5-22.9
Over weight -At risk 23-24.9
Obese-1 25-29.9
Obese-2 >/=30

*BMI- Body Mass Index
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Total gestational weight gain was calculated bynigidifference between the weight
in kg at delivery and weight in 1st trimest&?. Gestational weight gain in different
trimesters (¥, 2" 3 trimesters) was calculated by taking the diffeeeatweight in

the beginning and end of each trimester.

The total weight gain, trimester wise®(2™ and 3" trimester) weight gain and < 20
weeks / > 20 weeks period of gestation weight gam studied based on different

categories of BMI for normal outcome and the outesiwith morbidities.

A univariate regression model was performed toysthe association of GWG in the
occurrence of the morbid outcomes by comparing wWith weight gained by study

participants who had normal outcome.
OUTCOME MEASURES &OPERATIONAL DEFINITIONS:
1. Period of gestation:

a. Preterm: It is defined as birth between the age of fetability and 37 completed

weeks of gestatior-2%
b. Term: A pregnancy is said to be term between 37- andidéks’ gestatiort*?")

c. Post-datism: It is defined in the study as pregnancy which segsthe expected

date of delivery™??

2. Vaginal delivery:
a. Spontaneous

b. Induced: Induction of labour is defined as the artificinltiation of labour before

its spontaneous onset for the purpose of delivetiiefoeto- placental unit:*)

c. Instrumental: ventouse/ forceps
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3. Caesarean section:

a. Elective: An elective caesarean section (ECS) is one peddrbefore the onset of

labour in the absence of a foetal or maternal atiba necessitating delivery®
b. Emergency

4. Normal outcome Normal outcome included the study participant®whblivered a
term, live baby >/= 2500grams, by spontaneous nodd@ginal delivery or delivered
by elective LSCS / emergency LSCS (which had irthos of LSCS- previous
LSCS/ maternal request) and did not have any aritepanorbidities (PIH, Diabetes,
thyroid disorders, macrosomia, FGR, heart diseaKes, admissions, any other
medical illnesses) or intra partum morbidities [indd or instrumental vaginal
delivery, Caesarean section (other than previou€3.%&nd maternal request as
indication), malpresentations, prolonged labor,t4pastum hemorrhage, CPD, still

birth and NICU admission].
5. Antenatal morbidities
5a. Anemia: Anaemia is defined as haemoglobin concentratiss tean 11.0 g/dt*®

a) Mild: haemoglobin = 10.0-10.9 g/df®
b) Moderate: haemoglobin = 7.0-8%

c) Severe: haemoglobin < 7.0 ¢/@P
5b. Hypertension in pregnancy:

a. Chronic hypertension in pregnancyrefers to elevated blood pressure (BP) that is
present before conception or develops before thi 2@ek of gestation. It is
diagnosed when systolic BP is 140 mm Hg or higine@ diastolic BP is 90 mm Hg

or higher on at least two separate occasions, dp&e@ hours apart. If hypertension
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persists beyond 12 weeks postpartum, it is retaismdy classified as chronic

hypertension*??

b. Gestational hypertensionis diagnosed when BP reaches at least 140 mm Hg
systolic and/or 90 mm Hg diastolic on two occasiah$east 4 hours apart after the
20th week of pregnancy, in women who were normaenbefore pregnancy and
prior to 20 weeks' gestation. This condition istidiguished by the absence of

proteinuria, and BP levels typically return to natrpostpartum(*?"

c. Preeclampsiais characterized by gestational hypertension withpoteinuria but

with at least one severe feature, including Throcybapenia (Platelet count below
100,000 x 1@L), Liver Dysfunction (Elevated liver enzyme legsdtwice the upper

normal limit]), Severe and Persistent Pain( Rigbper quadrant or epigastric pain
unrelated to other conditions), Renal Impairme8efum creatinine levels above 1.1
mg/dL or a doubling of baseline creatinine in thesence of kidney disease),
Pulmonary Oedema, Neurological Symptoms (Persidteadache unresponsive to

acetaminophen or visual disturbancés).

d. Eclampsia: Seizures that cannot be explained by any otheditton in a woman
with preeclampsia. It typically occurs after 20 w®eof gestation in previously
normotensive women and is associated with new-dmgatrtension, proteinuria and

other organ dysfunctioft?"

e. HELLP syndrome is a severe complication of pregnancy characteribg
Haemolysis (Identified through anaemia and specjfieripheral blood smear
findings), Liver Enzyme Elevation (Lactate dehydrngse (LDH) levels exceeding

the upper normal limit, total bilirubin >12 mg/Lna@ alanine aminotransferase (ALT)
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levels more than twice the normal upper limit), L&atelet Count (A nadir platelet

count below 125,000/mm3-2®

f. DIC

5c. Diabetes:

a. Gestational diabetesis diagnosed when the blood glucose level excédelds
mg/dL after a 2-hour, 75g oral glucose toleranst (©GTT) during pregnancy, as

per the Diabetes in Pregnancy Society of I8,

b. Overt: Overt diabetes in pregnancy is confirmed if anyhef following criteria are
met Fasting plasma glucose (FPG) of 126 mg/dL ghdm, HbAlc of 6.5% or more
(measured using a standardized assay), Random @platmeose exceeding 200

mg/dL, with confirmation through fasting glucoseHtisAlc levels®??

c. Impaired Glucose Tolerance (IGT)is characterized by fasting plasma glucose
(FPG) between 100-125 mg/dL (5.6-6.9 mmol/L), 2rhplasma glucose levels
between 140-199 mg/dL (7.8—-11.0 mmol/L) during &T®, Either or both criteria

being met*%®)

5d. Thyroid disorders:

a. Hypothyroidism: According to the 2014 European Thyroid Associatiundelines,
hypothyroidism in pregnancy is diagnosed basediorester-specific thyroid-stimulating
hormone (TSH) thresholds First trimester: TSH >2.3U/L, Second trimester: TSH >

3.0 m IU/L, Third trimester: TSH between 3.0-3.3wA. 29

b. Hyperthyroidism in pregnancy is diagnosed based on the followriigrea- TSH
level below 0.1 m IU/mLElevated free T4 levels, Presence of raised aptoiti

peroxidase (TPO) antibodi&linical symptoms indicative of hyperthyroidisHt®

Page 37



Materials & Methods

5e. Heart diseases

5f. Maternal intensive care unit (ICU) admissions

6. Fetal outcomes /morbidities:

a. Foetal growth restriction is defined as expected foetal weigtEFW) or
abdominal circumference (AC) < 10th percentiledestational age (GAJY.

b. Macrosomia: Foetuses with expected foetal weight (EFW) or atidal
circumference (AC) above 90 percentité?

c. Live birth

d. Still birth is typically defined as foetal death at or aft8nfeeks of pregnancy. It
results in a baby born without signs of ifg?

e. Low birth weight (LBW) was assigned if the neonate weighed < 2566%.

f. Neonatal intensive care unit (NICU) admission
STATISTICAL ANALYSIS:

Descriptive analysis was carried out by mean aaddstrd deviation for quantitative
variables, frequency and proportion for categoricariables. Data was also

represented using appropriate diagrams like baralm, pie diagram and box plots.

The association between paired quantitative exptapavariables was assessed by
paired sample t-test (2 time points) or repeatedsmes ANOVA (>2 time points)

will be used to assess statistical significance.

For binary categorical outcome variables, univaridbgistic regression was
performed to estimate crude odds ratios (OR) widhesponding 95% confidence
intervals (Cl). With aP-value <0.05 in the univariate analysis were considered
statistically significant regression model. IBM $&P version 22 was used for

statistical analysis*®
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RESULTS

This study was conducted in KAHER'’S Dr. PrabhakaréKCharitable Hospital and
Medical Research Centre conducted frbecember 2023 to December 2024. Figure
5 depicts the STROBE-Strengthening the ReportingObgervational Studies in
Epidemiology. A total number of 350 participantsrevéncluded in this study after
screening 2003 women for eligibility by conveniesaimpling method out of 3603
women who delivered in KAHER’'S Dr. Prabhakar Koréa@table Hospital and
Medical Research Centre. Of the 2003 women scretaredligibility, 1501 did not
have f' trimester weight records and 152 had insufficiexttords, hence excluded
from the study. 350 participants were included #rair outcomes were studied and
grouped as normal outcome (104 study participaarts]) outcomes with morbidities
(246). The 246 participants were observed to hawepartum and intra partum
morbidities (morbidities based on mode of deliverend birth outcomes). The
antepartum outcomes were studied in terms of Hgpsion: 45 (18.2%), Thyroid
disorders: 28 (11.38%), FGR: 27 (7.7%), DiabeteX7B%), Anaemia:11(4.47%),
Macrosomia:11(4.47%), Heart disease: 7(2.85%), MatdCU admission: 9 (3.6%).
Intrapartum morbidities were observed in modes alivdries as LSCS 216(61.7%)
[Emergency LSCS- 172 (49.14%) and elective LSCS(1245%)], Vaginal delivery
[Induced:48 (13.7%) and Instrumental:15 (4.29%)§l am birth outcomes as Low

Birth Weight: 75(22.57%), Neonatal ICU admissioii:(Z.7%), Stillbirth: 5 (1.4%).
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Figure: 5-Strobe Diagram

Total Deliveries: 3603

v Excluded: No First Trimester
Screened (Convenient Sampling): 2003_,, Weight: 1501

Insufficient Records: 152

v

Enrolled: 350,/ Normal Outcomes: 104 (29.7%)

Outcomes with Morbidities: 246 (70.3%

Antepartum Morbidities: Intra partum morbidities:
- Hypertension: 45 (18.2%) Birth Outcomes:
-Thyroid Disorders: 28(11.38%) - Low Birth Weight: 75 (22.57%)
- FGR: 27 (7.7%) - Neonatal ICU: 27 (7.7%)
- Diabetes: 18 (7.3%) - Stillbirth: 5 (1.4%)
- Anaemia: 11 (4.47%) Mode of Delivery:
- Macrosomia: 11 (4.47%) LSCS (61.7%):
- Heart Disease: 7 (2.85%) - Emergency LSCS: 172 (49.14%)
- ICU Admission: 9 (3.6%) - Elective LSCS: 44 (12.57%)

Vaginal Delivery:
- Induced labour: 48 (13.7%)

- Instrumental delivery: 15 (4.29%)
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Table-2 depicts that in this study the distributadrage group of study participants is

shown in above table with the mean age of the sagiticipants (N=350) was 25.94

years (SD = 4.2), with a median of 25 years, amy ttanged from 19 to 39 years.

Maximum participants belonged to age group 21-2&y€46.86%), which suggests
that nearly half of the participants fall withinigrage range followed by 26-30 years

(30.86%). Figure-6 gives the bar chart for age grdistribution based on the above-

mentioned results.

Table 2: Clinical characteristics of study participants

Clinical characteristics | Subcategory| Frequency | Percentages
Age <20yr 25 7.14%
Mean + SD 21-25yr 164 46.86%
Medé:fr:;j:q " 26-30yr 108 30.86%
25.0(19.0, 39.0) 31-35yr 42 12.00%
>35yr 11 3.14%
Parity Nulliparous 174 49.71%
P1 128 36.57%
P2 42 12.00%
P3 4 1.14%
P4 0.57%
Period of Gestation Preterm 49 14.00%
Term 264 75.43%
Post datism 37 10.57%
Height (cm*) <140 2 0.57%
Mean + SD 140-150 65 18.57%
Me:f;“(:n i*fj:x) 150-160 204 58.29%
155.0 (138.0, 170.0) 160-170 79 22.57%

*tm- centimetres,min- minimum *max- maximum
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Figure:6 Distribution of study participants by age:

50.0% 46.9%
45.0%
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@ 35.0% 30.9%
> 30.0%
@ 25.0%
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5.0% . 3.1%
0.0% L
<20 21-25 26-30 31-35 >35

Age Group (Years)

Table-2 demonstrates that the analysis of paritstridution among the study
participants (N=350) is presented in the tableityP@ the quantity of births that a
woman has given birth to after crossing the peoibdability. The maximum 49.71%
(n=174), are nulliparous, which means they haveengwen birth followed by the

proportion of women with one prior birth (P1) is.88% (n=128) in this study.

Page 42



Results

Figure-7 gives the bar chart for distribution ofipabased on the given results.

Figure:7 Distribution of study participants by Parity:

60.0%
49.7%
50.0%
o 40.0% 36.6%
(@]
8
@ 30.0%
o
]
o
20.0%
12.0%
10.0%
1.1% 0.6%
000/0 — —
Nulliparous P1 P2 P3 P4
Parity

The figure-8 concentrates on the gestational perdddelivery of the study

participants. Table- 2 classified cases into pmeteterm, and post-datism. The
preterm pregnancies of 49 participants (14.00%eveeresult of delivery prior to 37

weeks of gestation. The majority, 264 (75.43%), Iextn pregnancies, which are
deliveries that occur between 37 and 40 weekshEurtore, 37 cases (10.57%) were
classified as post-datism, which refers to dele®rihat occurred after 40 weeks of
gestation, which is also term but studied separathsidering its excessive perinatal
risk associated. This data indicates that termr@egies are the most prevalent, while
preterm as well as post-datism cases are subdigrtaer in comparison. This

distribution emphasizes the gestational trends wmedeh the study participants,

offering a glimpse into the outcomes of pregnancy.
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Figure:8-Distribution of study participants by Period of Gestation:

80.0% 75.4%
70.0%
60.0%
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As per table-2 the median height was 155 cm, withngie of 138 to 170 cm, and the
mean height was 155.41 cm (SD = 5.99). The 95%idence interval (Cl) for height
was 154.8 to 156.0 cm, which represents the likelihthat the true mean falls within

this range. The bar chart of height distributiogiigen in figure-9.

Figure: 9 - Distribution of study participants by Height (cm*):

70.0%
60.0% 58.3%
50.0%
40.0%

30.0%

Percentages

22.6%

)
20.0% 18.6%

10.0%
0.6%

0.0%
<140 140-150 150-160 160-170

Height (Cm)

*cm- centimetres
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Table-3 gives the analysis of number of antenasitisvamong 350 study participants.
The majority of participants attended between fand six antenatal visits, with six
(25.43%), five (22.86%), and four (18.00%) being thost common. Additionally, a

substantial number of individuals underwent seveé#.86%) and eight (11.71%)
visits. A minor percentage of participants attenémder than four visits, with only

0.57% attending two visits and 0.86% attendingdhvisits. This may suggest that
there is limited awareness or access to healthEarthermore, only a small number
of individuals had more than ten visits, with 1.438tending ten, 0.86% attending
twelve, as well as 0.29% each attending thirteeth @ighteen visits. The analysis
indicates that the majority of participants hadagequate number of visits, while a
small percentage had either exceptionally highewy Yow attendance. This variation
may be indicative of disparities in healthcare asgeeconomic circumstances, or
pregnancy complications necessitating greater nurobecheck-ups. The pictorial

representation of number of antenatal visits iggare- 10.
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Table 3: Distribution of number of antenatal visits in the gudy participants (N=350)

No of Antenatal Visits| Frequency Percentages
2 2 0.57%
3 3 0.86%
4 63 18.00%
5 80 22.86%
6 89 25.43%
7 52 14.86%
8 41 11.71%
9 10 2.86%
10 5 1.43%
12 3 0.86%
13 1 0.29%
18 1 0.29%

Figure:10 Distribution of study participants by humber of antenatal visits
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Table-4 explains the distribution of study partaoips based on their BMI of first
trimester weight record. 45.14% have a normal Badlevident from the descriptive
analysis of BMI in the study participants (N=35@otential health concerns are
indicated by the fact that a significant portio0,57%, is classified as overweight (at
risk). Furthermore, 16% are classified as Obesend,4.29% are classified as Obese
2, which is a more severe condition. This clasatfan highlights a smaller but
significant group that is at increased health righe results indicate that a significant
proportion of the participants lies outside thevamtional BMI range, despite the fact
that nearly half of the participants sustain a radrBMI. Figure-11 explains the

above.

Table 4: Distribution of the study participants basd on BMI" at 1% visit (N=350)

BMI Frequency | Percentageg
Underweight 49 14.00%
Normal 158 45.14%
Overweight (At Risk) 72 20.57%
Obese 1 56 16.00%
Obese 2 15 4.29%

* WHO BMI cut-off for the Asia-Pacific population: Underweight: <18.5, Normal: 18.5-22.9, Overweight,

risk: 23-24.9, Obese-1: 25-29.9, Obese-2:>/=48M|: Body Mass Index
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Figure:11 Distribution of study participants by BMI *
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"BMI: Body Mass Index

The analysis of the outcomes in the study particgpgN=350) indicates that the
majority of participants exhibited anomalous/abralrmautcomes. This is shown in
figure-12. Only 104 individuals (29.71%) had normaltcomes, while 246
individuals (70.29%) had aberrant results out af tbtal study population. This
suggests that the incidence of aberrant casesris than twice as prevalent as that of

normal cases.

Figure:12 Distribution of study participants by outcomes:

Bl Normal
outcome n=104
(29.7%)

B outcome
with
morbidties:n=
246 (70.3%)
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The table-5 provides a descriptive analysis ofajestal weight gain (GWG) across
pregnancy trimesters among various body mass irfB&K) groups. The sample
consists of women who are underweight (14%), noneght (45.14%), overweight
(20.57%), Obese 1 (16%) and Obese 2 (4.29%). Weain pattern differs among
BMI categories, with normal-BMI women acquiring amwerage of 11.11 + 3.88 kg
overall. Maximum weight gain is by obese-2 categofyl4.4 + 8.67 kg as total
weight gain. The underweight category has gainéal teeight gain of 11.66 + 4.46
kg. Overweight category gained 10.01 + 3.72 kg @ilie least weight gain was

obtained by obese-1 BMI of 9.48 + 3.46 kg.

Table: 5- Analysis of GWG’ among different BMI”" categories of overall study

participants
# st nd rd < >
WHO n (%) ) 1 ) 2 ) 3 20 20 Total
BMI (n-350) Trimester | Trimester | Trimester | Weeks| Weeks GWG
category GWG GWG GWG GWG | GWG
+ + + +
Ungler 49 (14%) 0.91 + 5.35 + 5,76 + | 1.58+| 10.07 | 11.66
Weight 1.76 3.04 2.73 197 | £3.69| +4.46
Normal 158 0.95 + 452 + 6.32+ | 1.19+| 993+ 11.11
(45.14%) 1.29 2.32 3.12 1.41 3.43 | +3.88
Overweiaht 72 0.93 + 3.91 + 585+ | 0.88+| 9.13+| 10.01
VeTWeIgnt | 20.579%6) | 1.68 2.08 274 | 146 | 358 | £3.72
0.68 + 3.61+ 5,83+ | 0.82+| 866+ 9.48 +
0,
Obese 1 | 56 (16%)| ) c¢ 2.22 269 | 1.73 | 2.82 | 3.46
15 0.97 + 5.07 + 1054+ | 0.97+| 13.43| 144 +
Obese 2
(4.29%) 1.05 2.49 6.69 1.25 +8 8.67

* WHO BMI cut-off for the Asia-Pacific population: Underweight: <18.5, Normal: 18.5-22.9, Overweight
risk: 23-24.9, Obese-1: 25-29.9, Obese-2: >/=BMI|: Body Mass IndeXGWG: Gestational Weight Gain
AWHO: World Health Organization
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An analysis of maternal gestational weight gainossrvarious BMI categories for
expectant women with normal pregnancy outcomegéasenmted in the table-6. The
data is divided into 5 categories: underweightymadr overweight, and Obese 1 and
Obese 2. The further breakdown of weight gain iebaon the trimesters*{12™ and

3" trimesters) and the period preceding and follow2Ggweeks of gestation. Based
on the data, the most significant total weight gaias observed in underweight
women (10.76 + 4.32 kg) and normal-weight women. {30+ 3.33 kg) following
closely behind. The weight gain of overweight wormes marginally lower (10.58 +
2.24 kg), while the total weight gain of the Obdsand Obese 2 categories was the
least (8.13 + 3.55 kg and 10.25 + 4.12 kg, respelsfi. This implies that women with

a higher body mass index (BMI) tend to acquire \esght during pregnancy.

Table: 6- Analysis of GWG among study participantf different BMI having

Normal Qutcome

WHO# 18 2nd 3 <20 >20
S n-104 . . . Total
BMI (29.71%) Trimester | Trimester | Trimester | Weeks | Weeks GWG
category ' GWGH GWG GWG GWG | GWG
Under 134+ 5.08 + 119+ | 957+ 10.76
+
Weight 16 153 302 | >13%25| 13 | 3903 |+432
4.49 + 601+ | 1.28+| 9.45+| 10.73
+
Normal 42 06811 5.8 251 143 | 2.64 | +3.33
. 4.09 + 6.43+ | 055+ | 10.03 | 10.58
+
Overweight | 24 01=+1 1.61 2.05 103 | +2.45| +2.24
2.85 + 493+ | 063+|749+]8.13+
+
Obese 1 16 0522260 195 2.37 142 | 28 | 355
0.35 + 4.56 + 0.32+| 9.93+| 10.25
Obese 2 6 1.34 103 | 8713 087 | 343 | +412

* WHO BMI cut-off for the Asia-Pacific population: Underweight: <18.5, Normal: 18.5-22.9, Overweight
risk: 23-24.9, Obese-1: 25-29.9, Obese-2:>/=38MI: Body Mass Index.BWG: Gestational Weight Gain
AWHO: World Health Organization
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The table-7 explains the comparison of GWG recontedrin this study based on the
normal outcome population’s mean GWG and the GWgBrmenendation by IOM for
Asian population. It is seen that our study adviceslesser weight gain
recommendation compared to IOM recommendation afjlwegain pregnancy for
BMI categories underweight (-4.74 kg) and normé&.q2 kg). A weight gain
recommendation greater to IOM recommendation isguileed for overweight, obese-

1 and obese-2 categories by +1.53kg, +1.13kg, H3j2®8spectively.

Table-7: Comparison of GWG recommendation betweenw study and |IOM

among normal outcome

WHO®*BMI ¢ GWGH IOM* Difference between
Categories recommended | recommendation | GWG in this study and
by this study of GWG (in kg) | IOM recommendation
(in kg)
Under Weight 10.76 + 4.32 13-18 -4.74
Normal 10.73 +3.33 11.5-16 -3.02
Overweight 10.58 £ 2.24 7-11.5 +1.53
Obese 1 8.13+3.55 5-9.1 +1.13
Obese 2 10.25+4.12 +3.25

* WHO BMI cut-off for the Asia-Pacific population: Underweight: BMI <18.5, Normal :BMI 18.5-
22.9,0verweight ,At risk: BMI 23-24.9,0bese-1: BRE-29.9, Obese-2: BMI >/=30,1OM classification of
BMI: Underweight: BMI <18.5, Normal weight: BMI 18:84.9, Overweight: BMI 25.0-29.9, Obese: BMI
>30.0, BMI: Body Mass Index, GWG: Gestational Weight Gainr®WHO: World Health Organization,

Table-8 gives the analysis of maternal gestatioveight gain among various BMI
categories and hypertensive participants offetgatiinsights into the ways in which

maternal health conditions affect weight gain pagethroughout the pregnancy. In
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the chronic hypertensive group (1.22%), motherveitnormal body mass index
(BMI) exhibited a consistent weight gain patterrithwvan increasing trend from the
first to the third trimester, resulting in a tot#l 14.4 £ 0 kg and in obese-1 category
resulting in a weight gain of 8.5 + 0.71 kg, thismibnstrated a slightly reduced

weight gain.

The analysis of pregnancy induced hypertension XPiktluding gestational

hypertension, PIH with imminent signs, pre-eclarmpdiELLP syndrome shows
underweight mothers lost weight (-1.3 + 1.21 kg)the first trimester but they
eventually gained weight and achieved 14.16 + 4.8k term. The majority of them
belonged to normal BMI category resulted in a weiggin of 12.56 + 4.42 kg. The
maximum weight gain in PIH has been noted amongbese-2 category with 18.75
*+ 5.82 kg of total weight gain. In all the cate@sriof the BMI in the hypertensive
participants it is noted that there is a significaveight gain in the ¥ and &

trimester.
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Table 8: Analysis of GWG” among women having Hypegnsion in pregnancy.

Results

Hypert WHO'
Preanan N catedor 18.9 | Trimest | Trimest | Trimest | Weeks | Weeks GWG
C‘i{ yg % | er GWG | er GWG | er GWG | GWG | GWG
1.3+ + + + +
Under | 13% | o, aq| 796 | 12+ 1296% 14.16%
Weight 1.21 4.49 1.89 | 4.79 4.8
Normal | 19 14+ | 515+ | 761+ | 1.63+ | 10.94+| 12,56 +
0.73 2.19 4.29 121 | 402 | 4.42
42 (17.
07%) |Overwe | 4io | 607% | 6.67% | 225%|11.15% 134%
ight - 1.91 4.37 164 | 6.19 6.3
PIH*
obese 1l 8 098+ | 55+ | 543+ | 1.75+ | 885+ | 106+
0.56 2.99 2.32 157 | 291 3.93
697+ | 1333+ | 1.1+ |17.65+| 1875+
+
Obese2 4 | 08201 - g9 1.7 089 | 53 5.82
Under 0 i - - - - -
Weight
22+0 | 54+0| 68+0 38+0 106k14.4+0
Normal 1
0
3 (L
220) | OVE™e| ] ] ] ] ] ]
Chronic ight
@
HTN Obese1 o | 0tl4l| 33% | 52% | 04: | 8l: | 85%
ese 1.84 255 | 085 | 156 | 0.71
Obese 2| O - - - - - -

* WHO BMI cut-off for the Asia-Pacific population: Underweight: <18.5, Normal: 18.5-22.9, Overweight,
risk: 23-24.9, Obese-1: 25-29.9, Obese-2: >/=38MI: Body Mass Index @GWG: Gestational Weight Gain
“WHO: World Health OrganizatiorfPIH- pregnancy induced hypertensiétH TN-hypertension

Page 53




Results

Table-9 demonstrates the analysis of different Bééitegories having thyroid
disorders contributing 11.38% of the participantghwmorbid outcomes. It is
observed that the obese-2 category has gained dkenmm weight gain of 18.75 +
4.6 kg while normal, obese-1, over weight categogained a total weight of 10.68 +

3.03 kg, 10.64 + 4.49 kg and 10.02 + 4.32 kg rethpelg.

Table 9: Analysis of GWG” among women with Thyroiddisorders:

WHO' n28 1%t 2 3 <20 >20 | Lo
BMI* (11.38| Trimest | Trimest | Trimest | Weeks | Weeks GWG
category %) | er GWG | er GWG | er GWG | GWG GWG
Under 3 0.45+ 3.7+ 7.33+ 1+ 10.33+ | 11.33
Weight 2.76 1.82 5.27 2.65 501 | +5.06
1.63 + 4.3+ 6.35+ | 1.28+ | 9.41+ | 10.68
Normal 12

1.22 2.09 3.54 1.14 254 | £3.03

15+ 2.85+ 6.67+ | 097+ | 9.05+ | 10.02

Overweight | 6 212 | 124 | 209 | 148 | 355 |+4.32

3.92+ 592+ 1.3+ 9.34+ | 10.64

Obese 1 S | 1x2ldl ) 63 3.06 | 212 | 394 |+4.49

3+ 15.75+ | 18.75

+ + T 4.2
Obese 2 2 0+0 8+0 | 11x424 , 6.01 | +4.6

* WHO BMI cut-off for the Asia-Pacific population: Underweight: <18.5, Normal: 18.5-22.9, Overweight,
risk: 23-24.9, Obese-1: 25-29.9, Obese-2: >/=BMI: Body Mass Index@GWG: Gestational Weight Gain

"WHO: World Health Organization
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Table-10 represents the weight gain analysis of tsiudy among the study

participants who had foetal growth restriction (FGRhe least weight gain has been

observed among the obese-2 and over weight patitspwith 5 + 0 kg and 6.4 £ 2.55

kg respectively. The maximum weight gain of all tegegories have been observed

among underweight BMI category of 10.22 + 3.57 kg.

Table 10: Analysis of GWG” among women having Foetadrowth Restriction

(FGR"):
WHO? n 1 2nd 3 <20 | >20 Total
BMI 27 (7. | Trimester | Trimester | Trimester | Weeks | Weeks GWG
category 71%) GWG GWG GWG GWG | GWG
Under 5 0.32 + 3.33 % 6.55+ | 1.02+| 9.2+ 10.22 +
Weight 0.99 1.94 4.44 2.03 3.37 3.57
3.63+ 507+ | 0.91+]| 8.29+
Normal 14 0.8 £1.43 197 599 105 2 69 9.2 +3.01
, 0.07 + 4.05 + 0.2+ | 6.2+
Overweight 4 0.12 2.1+0.85 > 64 107 335 6.4 £2.55
6.23 + 05+ | 7.73 % 8.23 +
Obese 1 3 1+0 2.5+0.71 476 087 3.66 304
Obese 2 1 0.2+0 1.6+0 3.2+0| 02zM.8+0 540

*WHO BMI cut-off for the Asia-Pacific population: Underweight: <18.5, Normal: 18.5-22.9, Overweighit

risk: 23-24.9, Obese-1: 25-29.9,0bese-2: >/=BMI- body mass indexBWG- Gestational weight gaifWHO:

World Health OrganizatiofiF GR- Fetal Growth Restriction

Discrete variations across the trimesters are tedda the analysis of GWG among

various BMI categories within the diabetic partanps is given in table-11. The

diabetic participants contributed 7.32% of the ltoteorbid outcome participants,

including the study participants having overt DMstational DM, impaired glucose

tolerance. Majority of them belonged to the norBalll category and ended up

gaining an average of 12.49 + 4.49 kg. The maximeeight gain has been observed
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among the Obese 2 participants, who gained an geex£20.33 = 4.73 kg while the
underweight and overweight categories had almasilasi weight gain of 13.25 +
10.96 kg and 13.25 £ 3.89 kg respectively. It igedothat, among the diabetic
participants there is excessive weight since < 2Bweespecially from the first

trimester itself.

Table 11: Analysis of GWG” among women having Dialdes in pregnancy

WHO' 1 2nd 3 <20 >20
4 N 18 : : . Total
BMI (7.32%) Trimester | Trimester | Trimester | Weeks| Weeks GWG
category ' GWG GWG GWG GWG GWG
Under 525+ 25+ 10.75+ | 13.25+
2 +0 5+3.54
Weight > 3.89 55£35 3.54 7.42 10.96

+ + + +
Normal 7 | 17+164| 6x339 ©&37F | 22% ) 1029x 712492

237 | 171 | 394 | 449
Obese 1 ‘ 150 3;.3(?; Bi.755i %)'.zg 6;341 7;;561
Obese2 | 3 | 1.4+085 86+085 oo+ | 1LOx| 18.73% ] 20.33%

0.58 0.69 5.22 4.73

* WHO BMI cut-off for the Asia-Pacific population: Underweight: <18.5, Normal: 18.5-22.9,0verweight ,A
risk: 23-24.9,0bese-1: 25-29.9,0bese-2: >/ZBMI- body mass indexGWG- Gestational weight gainWHO:

World Health Organization

Macrosomia as an outcome has been studied in i@blamong different BMI
categories. Maximum participants belonged to norB&l category. There is a
maximum total weight gain observed in normal andsab2 of 17.66 + 4.24 kg and
19.5 + 6.36 kg respectively. The maximum total veigain after obese-2 and normal
BMI categories have been observed in obese-1wibtehweight gain of 10.83 + 3.01

kg. There were no study participants in over weiBMI category. Macrosomia
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constituted about 3.14% of the population amongntioebid population. Among the

macrosomia study participants, it is observed {2& weeks the weight gain has been

rapid, especially during thé'2trimester the weight gain has been nearly 50%hef t

total weight gain obtained.

Table 12: Analysis of GWG” among women having Macrsomia

WHO"

11 1* 2" 3¢ <20 >20 Total
BMI ® (4.47%) Trimester | Trimester | Trimester Weeks Weeks GSV%
category ' GWG GWG GWG GWG GWG
Under 1 06+0 3.4+0 5.6+ 0 06+0 9+0 96+
Weight
9.06 + 8.52 + 2.26 + 15.4+ | 17.66 %
Normal 5 040 2.24 3.17 1.79 3.83 4.24
Overweight 0 - - - - - -
1.75 + 5.15 + 6.23 + 1.83 + 10.83 +
Obese 1 3 0.35 3.75 5.04 020 | 2%278| "534
13.5 + 18.1+ | 195+
Obese 2 2 1.4+085 9240 o7l |L14xoss| oo 636

* WHO BMI cut-off for the Asia-Pacific population: Underweight: <18.5, Normal: 18.5-22.9,0verweight ,

risk: 23-24.9,0bese-1: 25-29.9,0bese-2: >/=BMI- body mass index3WG- Gestational weight gainWHO:

World Health Organization

The analysis of maternal gestational weight gairm@gnvarious BMI categories of

anaemic participants in table-13 demonstrates emiile trends. The study comprises

246 participants with morbid outcomes, among who#6% (n=11) of the population

had anaemia. There were no participants in obeB&PR group. Weight gain was

gradual across trimesters among women of normal ,Biséulting in a total

gestational weight gain of 12.26 + 2.15 kg. Induats who were overweight

experienced a modest increase in weight 11.5 th&reas those who were obese 1

experienced 5.7 + 0 kg GWG. A maximum weight gams tbeen observed in

underweight BMI group of total weight gain 14 + 8.Kg.
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Table 13: Analysis of GWG” among women having Anaema in pregnancy

WHO® 18t 2nd 3 <20 >20
$ nli . . . Total
BMI (4.47%) Trimester | Trimester | Trimester Weeks | Weeks GWG
category ' GWG GWG GWG GWG GWG
Under 5.95 + 245+ | 11.55+| 14+
+ +
Weight 2 350 2.76 63£3.25 1.48 7 8.49
5.13 + 10.27 +| 12.26 *
+ + +
Normal 7 142+15 0.99 6.86+191 199+19 1.09 215
Overweight 1 00 36+0 79+0 12+0 10.340 115%0
Obese 1 1 0+0 27+0 3+0 -1.8+0 75+0 5.7#0
Obese 2 0 - - - - - -

* WHO BMI cut-off for the Asia-Pacific population: Underweight: <18.5, Normal: 18.5-22.9,0verweight ,
risk: 23-24.9,0bese-1: 25-29.9,0bese-2: >/=BMI- body mass index3WG- Gestational weight gaifWHO:
World Health Organization

Significant variations in weight gain patterns a&srdrimesters are observed in the

comparative analysis of maternal gestational wegghh in table-14 between BMI

categories and maternal ICU admission. Weight gaired by BMI classification

among the 9 women admitted to the ICU. The weighiralerweight mothers in the

ICU increased consistently throughout the trimestenlminating in a total of 21 + 0

kg. The cumulative weight gains of women classiféesdObese 1 and Obese 2 were

13.75 + 3.18 kg and 10.8 + 0 kg, respectively, whthose classified as Normal-

weight women in the ICU gained a total of 10.02472kg. It is noted that there were

no reports of overweight women in the ICU.
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Table 14: Analysis of GWG” among women having MIC® admissions

WHO?® . 18t 2nd 3 <20 >20 Total
BMI ' (3.6%) Trimester | Trimester | Trimester | Weeks | Weeks GWG
category 27 GWG GWG GWG | GWG | GWG
Under 1 5+ 0 8+0 8+0 540 1640 21 +(
Weight
6.06 + 1.8+ 8.22+ | 10.02 +
D
Normal 5 22+156| 3.3+1.72 4.83 154 3.7 247
Overweight 0 - - - - - -
4.85 + 3.8+ 995+ | 13.75+
+ + g
Obese 1 2 060 8.6 + 2.55 0.21 0.42 361 318
Obese 2 1 - - 10.8 £ 0 0+0| 10.8+010.8%x0

* WHO BMI cut-off for the Asia-Pacific population: Underweight: <18.5, Normal: 18.5-22.9, Overweight,

risk: 23-24.9, Obese-1: 25-29.9, Obese-2: >/2BMI- body mass indexGWG- Gestational weight gaif\WHO:

World Health OrganizatiofM|CU- maternal intensive care unit
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The table-15 describes the weight gain distribuomong the participants who had

Heart diseases in different BMI categories. Thermar BMI category gained a

maximum total weight gain of 10.2 + 3.33 kg compiare other BMI categories and

least by obese-1 of 7 + 0 kg.

Table 15: Analysis of GWG” among women having Heartlisease

WHO' n7 1° 2 3¢ <20 >20 Total
BMI® (2.85 | Trimester | Trimester | Trimeste | Weeks | Weeks GWG
category %) GWG GWG rGWG GWG GWG
Under
Weight
3.65+ 273+ 7.47 10.2 +
+ + Z
Normal 3 00 4.65 * 2.62 1901 304 0.76 333
483 + 0.97 7.03 +
i + +0.32 + 2.
Overweight 3 0.8+1.13| 2.63+0.3 301 1.7 373 8 £2.65
Obese 1 1 -0.7+0 250 52+0| -07xp 7.7%0 7+0
Obese 2 0 - - - - - -

* WHO BMI cut-off for the Asia-Pacific population: Underweight: <18.5, Normal: 18.5-22.9, Overweight,

risk: 23-24.9,0bese-1: 25-29.9,0bese-2: >/=BMI- body mass index3WG- Gestational weight gainWHO:

World Health Organization

The table-16 gives the weight gain information aghdre study participants who had

vaginal delivery spontaneously, induced labour amstrumentally (ventouse or

forceps) in all three trimesters, below and afterwkeks and total weight gain in

different BMI categories. The normal BMI of sporg¢ans, induced and instrumental

vaginal delivery participants had total weight gafril0.67 + 4.23 kg, 10.93 + 3.81 kg

and 9.2 + 1.69 kg respectively. The maximum totalghit gain has been among the

obese-2 BMI in induced and instrumental vaginalveéey of 13 + 0 kg and 15 £ 0

respectively while obese -2 in spontaneous vagialvery had 6 + 0 kg total weight
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gain. The least weight gain among the spontaneagsal delivery was among over
weight and obese-1 with 10.32 + 3.34 kg and 10.4628 kg respectively while in
induced vaginal delivery also the least weight desas been among over weight and

obese-1 with 8.85 + 3.85 kg and 8.99 + 4.19 kgeaetpely.

The analysis of weight gain in LSCS as a mode d¢ively studied in elective and

emergency categories in table-16. The elective emérgency LSCS participants
were further divided into their respective BMI aaees and analysed in different
trimesters, before 20 weeks and after 20 weeksgeifi gestation for weight gain and
also the total weight gain was studied and obsetiratl maximum weight gain has
been in Normal BMI of 12.66 + 4.17 kg followed blpse range of 12.38 + 7.23 kg
among obese-2 and least weight gain seen in ovigghtveiith 9.23 + 3.25 kg gain

among the elective LSCS category. Whereas in emeygeSCS 16.56 = 10.48 kg
total weight gain has been observed in obese{dwel by underweight with 12.17 +

4.78 kg the least gained by obese-1 9.49 + 3.38 kg.
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Table 16: Analysis of GWG” among different Modes of Deliveris

Mode of N WHO® BMI' 0 1% Trimester | 2" Trimester | 3“Trimester | <20 Weeks | >20 Weeks Total GWG
delivery category GWG GWG GWG GWG GWG
Under Weight 12 1.08 +£+1.23 6.05+3.14 5.13+2.68 1.55+ 1|7 .84%4.11 11.39 + 4.67
Spontaneous 71 Normal 35 1.09 +1.43 4.31+2.32 6.47 + 3.46 0.96 £+1.439.7 £ 3.88 10.67 + 4.23
Vaginal (20.29%) Overweight 18 0.39+14 4.07 +£1.83 6.69 £ 2.86 1.07+1.18 .24% 3.31 10.32 + 3.34
Delivery ) Obese 1 5 -1.5+042 5.23+0.53 5.68+1.4p 0.26+1.91 0.2¢2.1 10.46 + 1.28
Obese 2 1 -06+0 1.6+0 5+0 -06+0 6.6+0 6+0
Under Weight 9 0.75+x1.7 4.89 + 2.4 6.16 + 2.8; 1.84+1.2 9.97 £4.3 11.81+4.5
Induced 48 Normgl 21 0.97 £0.8! 536 £ 2.. 5.12 + 2.6 1.35+ 1.5 9.58 + 2.6 10.93 + 3.8
labour (13.71%) Overweight 10 -06+1.9 3.28+2.16 5.99 + 2.88 -0.05+1.498.9+3.81 8.85 + 3.85
Obese 1 7 0.37 £1.87 3.74+15 5.09 £+ 2.56 0.7+1.3 82937 8.99+4.19
Obese 2 1 1.3+0 47+0 70 1.3+0 11.7+0 13+0
Under Weight 2 220 2.75+0.35 6.75+3.18 1.45+1.06 *¥03 10.6 £ 5.09
Instrumenta Normal 6 -1.05+0.2. 477 +1.4. 443 + 1.6- 0.98 £ 0.8 8.22 £ 1.6 9.2+1.6!
| Vaginal 15 (4.29%) Overweight 6 1.73+ 2.5 425+1.9 6.3+2.7¢ 1.13+1.8 10.28+ 2.0 | 11.42+1.6
Delivery Obese 1 0 - - - - - -
Obese 2 1 0+0 6.5+0 85+0 15+0 13.5+0 15+0
Under Weight 5 0.45+2.76 575+1.61 552+2.24 0.62 +2.04 .68%* 3.23 10.3 + 3.47
Elective a4 Normgl 16 0.93+1.1 4.3+2.33 8.05 + 3.3 1.38+1.24 28K 4.02| 12.66+4.17
LSCS (12.57%) Overweight 8 0.78 £ 0.55 3.7+2.29 524 +2.16 046 +1.62 768 3.5 9.23+3.25
Obese 1 11 1+1.61 403 +3.3 4,98 + 2.5 1.34 £ 1.3 7.99 + 3.2 9.33+4.1
Obese 2 4 0+C 6+z 9+4.3¢ 0.43 1.0 11.95+6.2 | 12.38+ 7.2
Under Weight 21 0.88 £ 2.07 5.38 £ 3.55 5.86 +2.99 1.73+2.458910.43 +3.56| 12.17+4.78
Emergency 172 Normal 80 1+1.38 441 +2.39 6.39 £ 2.97 1.22+1.44 8%B.35 11.19 + 3.76
LSCS (49.14%) Overweight 30 1.51+1.6 4,02 +2.27 5.38+2.8P 1.13+£1.42 .01 4.05 10.14 + 4.37
Obese 1 33 0.96+1.41 3.17+2 6.33+£2.89 0.75+19 S&67 9.49 + 3.38
Obese 2 8 1.28 £ 0.93 498 +3.22 12.5 +8.09 1.34 +1.385.23+9.97| 16.56 +10.48

* WHO BMI cut-off for the Asia-Pacific population: Underweight: <18.5, Normal: 18.5-22.9, Overweight,
At risk: 23-24.9, Obese-1:25-29.9, Obese 2:>/2BM |- body mass index3WG- Gestational weight gaifWwHO: World Health Organization
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Comparative analysis of maternal gestational wegdih in relation to BMI and
NICU admission is illustrated in table-17. Underglgi mothers gained an average
total gain of 8.48 + 2.87 kg, among the 27 casgsiring NICU admission (7.7%).
The total weight gain of normal BMI mothers in tigioup was 10.4 + 3.47 kg, while
overweight as well as obese mothers had lower t¢adght gain (8.21 + 3.7kg and
9.64 *+ 2.67 kg respectively). The most significdiiference was observed in obese

category 2, where the total weight gain was onty(bkg.

The distribution analysis of gestational weightrga different categories of BMI
among still birth morbidity is given in table-17h& current study analysed stillbirth
parameters, including fresh stillbirths (FSB)dmacerated stillbirths (MSB)FSB
accounted for 0.57% of cases, while MSB accounte®.B6%together accounting to
1.43%. Stillbirths showed significant variationsriraternal weight gain across BMI
categories. Underweight mothers had a total wejgirt of 8 + 0 kg, normal BMI had
11.8 + 5.19 kg weight gain while overweight catggbad weight gain of 1.6 + 0 kg.

there were no study participants in obesel andetjodes.

The analysis of gestational weight gain (GWG) am88@ participants, stratified by
BMI categories and birthweight, reveals significpatterns and variations. Homw
birthweight (LBW) infants (22.57%, n=79), the tot&8WG varied across BMI
categories: underweight women gained 12.47 kg @)4.2ormal-weight women
gained 10.73 kg (x4.37), overweight women gained &g (+3.7), and obese women

(Obesel) gained 9.64 kg (+2.67).
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Table 17: Analysis of GWG” among Birth outcomes amig study participants

: WHO# 1 2" 3¢ <20 >20
Birth $ : : : Total
outcomes n BMI n | Trimest | Trimest | Trimest | Weeks | Weeks GWG
category er GWG | er GWG | erGWG | GWG | GWG
Under | | 051% | 498% | 7.88% | 175% | 10.72%| 1247
Weight 1.56 2.84 205 | 252 | 391 |+4.24
ormal | 40| 095% | 389% | 652% | 0.86% | 9.88% | 10.73
Lowbint | 79 | 1.24 1.92 385 | 1.22 | 4.03 |+437
weight | (22.57%) Overweig 18 0.76 £ 349 + 454+ | 085+ | 7.36+|8.21+
ht 0.94 1.95 259 | 1.14 | 328 | 3.7
364+ | 504+ | 123+ | 841« | 964+
Obesel| 8 | 0251 ) 4 179 | 193 | 252 | 2.67
Obese2 | 1 | 02%0| 16+0| 32+0 02D 48%0 54
Under |, i 603+ | 395+ | 075+ | 7.73« |8.48+
Weight 3.16 205 | 114 | 1.85 | 2.87
447+ | 582+ | 125+ | 915+ | 104+
o | 27 | Nomal | I3 L1ELATH 599 | 276 | 108 | 3.14 | 3.47
ag'r'fi:sion (7.71%) | Overweig | | 08% | 265% | _ | 074%| 519%|593%
ht 0.71 1.74 071 | 1.28 | 1.59
025+ | 225+ | 55+ | 1.25+ | 6.75¢
Obesel| 2| 47 0.35 212 | 035 | o035 | 8*°
Obese2 | 1 | 02%0| 16+0| 32%0 02D 48%0 54
Under |, ] 4+0 4+0 | 1.4+0 66+0 8+0
Weight
i 213+ | 967+ |11.8+
Still 5 Normal | 3 2520 | 70| 198 | 375 | 519
Birth | (1.43%) | Over | ] 16+0 | 0%0 | 040 12+0 %%
weight 0
Obesel | O - - - - - -
Obese2 | O - - - - - -

* WHO BMI cut-off for the Asia-Pacific population: Underweight: <18.5, Normal: 18.5-22.9, Overweight

risk: 23-24.9,0bese-1: 25-29.9,0bese-2: >/=BMI- body mass indexGWG- Gestational weight gaifiwHO:

World Health Organizatiof®NI CU- neonatal intensive care unit

The table-18 depicts univariate regression modelR ivalueof different outcomes

with morbidity, its mean GWG and the weight gaiffetence when compared to the

normal outcome population. The univariate regressimdel for PIH suggests that

increased total maternal weight gain (OR: 1.17, 95%1.07-1.29P value= 0.001)

is significantly associated with an increased gl TN and observed to have +2.64
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kg excess to the normal outcome. These resultsatelithat higher maternal weight
gain, may contribute to a greater likelihood of eleping HTN. Total maternal
weight gain was linked to a higher risk of Diabetespregnancy with statistical
significance (OR = 1.17, 95% CI: 1.04-1.B2yalue= 0.011) and +2.69 kg extra gain
to normal outcome. Total maternal weight gain (ARB34, 95% CI. 1.15-1.61R
value= <0.001) was also significantly associated withckdgomia in the univariate
regression model and observed to have +5.13 kgeabiov normal outcome. The
above table shows less total maternal weight gai: (0.86, 95% CI: 0.74-0.99,
value= 0.037) is significantly associated with FGR stiidally and -1.56 kg less gain
of GWG was noted. This finding indicates unadjustuhlysis is a potential
protective effect of maternal weight gain. The amiate regression performed for
maternal weight gain was not significantly ass@datvith Thyroid disorders in
pregnancy (OR: 1.07, 95% CI: 0.95-1.POyalue= 0.238), Anaemia (OR: 1.14, 95%
Cl: 0.96-1.35P value= 0.141) and ICU admission (OR: 1.15, 95% CI: 01988,P
value= 0.126). The confidence intervals for all theseénestes include 1, indicating a

lack of strong evidence for a relationship.

Total maternal weight gain was not significantlys@sated with the mode of
Instrumental (OR 0.96 95%CI: 0.63-1.41 value= 0. 0.862) and Induced (OR 1.02
95%Cl: 0.91-1.13P value= 0.782) vaginal delivery. Total maternal weighingéOR:
1.06 95%Cl:0.99-1.13P value= 0.085) did not show statistically significant
association with emergency delivery outcomes, afghothe odds ratio suggests a
slight trend toward increased risk with higher wtigain, there is a lack of statistical

significance.

The GWG (less weight gain) showed a statisticgnificance against NICU

admission (OR: 0.854, 95% CI: 0.737-0.9P5yalue= 0.026). Total maternal weight
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gain did not show any meaningful association wiBW.(OR:1.00 95% CI:0.92-1.08,
P value=0.95) and still birth (OR:0.90 95%CI: 0.69-1.F5 yvalue=0.42) risk which

suggests that GWG does not significantly influetiheelikelihood of delivering a low-

birth-weight and still birth baby in this study peipants.
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Table: 18: Univariate regression model for mean gestational vight gain in

different morbidities

Variable/morbidity Mean Difference Odds ratio P value
observed GWG* in kg in
weight(kg)
with
normal
outcome
Pregnancy induced +2.64
hypertension(PIH)” 12.91 +4.97 1.17 (95%Ct 1.07-1.29)| 0.001
Macrosomia 15.40 £ 5.35 +5.13 1.34 (95%CI: 1.15-1.6(1) <0.001
Diabetes 12.96 + 5.86 +2.69 1.17 (95%C1.04-1.32)| 0.011
FGR' 8.71 £ 3.15 -1.56 0.86 (95%CI: 0.74-0.99) 0.037
Thyroid disorders | 11.18 £4.19 +0.91 1.07 (95%CI: 0.95-1.20) 0.238
Anaemia 11.91 £+ 3.85 +1.64 1.14 (95%CI: 0.96-1.35) 0.141
ICU admissions 12.16 + 4.22 +1.89 1.15 (95%CI: 0.96-1.38) 0.126
Emergency LSCS | 11.21 +4.75 +0.94 1.06 (95%CI: 0.99-1.13) 0.085
Induced vaginal | 1 534 408 *026 | 102 (95%CI: 0.91-1.13]  0.782
deliveries
Instrumental | g g5, 191 | 042 | 96 95%CI: 0.63-1.41] 0.862
vaginal deliveries
Still birth 9+5.77 -1.27 0.90 (95%CI: 0.69-1.16) 0.429
Low birth weight -0.03
(LBW)* 10.24 £ 4.23 1.00 (95%CI: 0.92-1.08 0.953
NICU @ admissions -1.69 0.854 (95%Cl: 0.73-
8.58 +3.34 0.975) 0.026

*GWG- Gestational weight gain! Cl- confidence interv&llH- Pregnancy Induced HypertensidRGR-Fetal

Growth restriction fCU- Intensive Care UnifLSCS- Lower Segment Caesarean Seciid®W- Low Birth

Weight ®NI CU- Neonatal Intensive Care Unit
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DISCUSSION

The results of this one-year cross sectional stualye revealed gestational weight
gain among the South Indian pregnant females wattmal and morbid outcomes
under the different BMI categories as describedthsy WHO classification of the

Asia-Pacific population*®

Pregnancies with normal outcome had mean overalGBG#W10.27 + 3.43 kg in this
study. Traditionally, GWG in Indian population Haesen studied in previous research
based on IOM recommendation for GWG under differBiMI of the western
population. It is being generalized for assessirgg@WG in Indian females even if

WHO cut off for Asian BMI are applied in the resgastudies”

According to IOM recommendation, GWG ranges vapnt 5-18 kg for different
BMI categories. While 2009 IOM GWG recommendatidrave been extensively
validated in Western countries, there is a deaftdata on the impact of GWG in

Asian antenatal cohorts, especially in the Indiaibcentinent and South-East

Asig (134135)

The limited studies and meta-analyses assessinggpkcability of the 2009 IOM
recommendations for Asian women, using Asian-specBMI cut-offs, have
primarily focused on East Asian countries such bm& Taiwan, Korea, and Japan.
These nations have notably high rates of underwéiglviduals, which tilts maternal

BMI towards the lower end of the spectriii+36:137138)

The mean GWG observed under different BMI categoaiefirst visit, was 10.73 +
3.33 kg in gravidas with normal BMI, 10.58 + 2.2¢ ik over weight BMI group,
8.13 £ 3.55kg in obese-1 group, 10.76 + 4.32 kgemwdight group and 10.25 + 4.12

kg in obese-2 group in this study. There are nabdished specific gestational weight
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gain (GWG) guidelines tailored to Asian-specific BMategories for Indian
population whereas few studies conducted in SogiarAcountries have attempted to
make their own population specific recommendati&nChinese population based
study had a mean weight gain of underweight 15.8kgmal 14.7 kg, over weight
12.7kg and obese had 12 %4’ A Korean population based study has observed GWG
of underweight 20.8 kg (16.7-24.7kg), normal 16L6.%5—21.5)kg, overweight 3.1
(8.0-17.7)kg, obese 14.4 (7.5-21.9%3 The cut off of GWG observed in these
studies is higher than the GWG ranges observeduinresearch. It appears that
Indian women in general tend to gain less weighindupregnancy than women from
other parts of the globe. It gets reflected int birthweight of Indian newborn babies

who are nearly 30grams lighter than WHO standarf§®

It remains uncertain whether the findings from thasalyses can be generalized to all
Asian ethnic groups. A study evaluating the releeanf the Institute of Medicine
(IOM) guidelines for Indian women found that theeeage gestational weight gain
(GWG) was around 7 kg-nearly half of the minimuraarmmended gain for normal
weight women in Western populations. This contersiphasizes the necessity for

guidelines specifically suited to the Indian popiola. *>%

Due to the significant lack of consensus and cciiriig data, efforts have been made
to develop an alternative to the 2009 IOM recomnasiopds—namely, the
INTERGROWTH-21st reference, which includes datamfrdndia and China.
However, this reference was found to have low $witgi despite its high specificity,
in predicting adverse outcomes. Few research Sudee analyzed Indian GWG
based on INTERGROWTH 21 ranges. In REVAlIRdy, trimester specific GWG
was studied in the pregnant population from weshedia and was compared with the

INTERGROWTH 2% International and an Indian reference (GARBH-lohart-
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group of advanced research on birth outconf&§}It reported average cumulative
GWG in western Indian population was consisterlydr than those prescribed by
the INTERGROWTH 21 standards. Another study by Ramachandran et al,
described the pattern of GWG specific to the Ndmifian population and compared
the weight gain across different period of gestatisith INTERGROWTH 2%
reference™? They observed that GWG in Indian women is signiftbaless than the
INTERGROWTH 2% reference. These findings highlight the importaotereating
GWG guidelines that account for the distinct phiggiacal and cultural factors of
Indian women. Implementing such guidelines woulch drealthcare providers with

suitable tools to track and promote healthy weggih during pregnancy, ultimately

enhancing maternal and neonatal health outcomiesiia.

In our study, the maximum number of participant8 {45.14%) belonged to normal
BMI at first antenatal visit followed by overweigBiMI category 72 (20.57%), obese-
1 category 56 (16%), while underweight were 49 (L4%the total study participants.
Recent NHFS data of the year 2021, indicates thming Indian women, the most
prevalent Body Mass Index (BMI) category is 'normadight' is 39% (BMI 18.5-
24.9), followed by 24% over weight and 15% undeghefemales*? This could be
attributed to multiple factors by ethnicity, urbsaiion, economic growth, sedentary
lifestyle, increased processed food intake. linpartant to note that while the 'normal
weight' category remains the most common, therebleas a significant increase in
the prevalence of overweight and obesity amongama@vomen over recent decades.
This shift underscores a growing public health esnadegarding weight management

and associated health risks in this populatfdf.

In our study, among the study participants, 1047128 had normal outcome and 246

(70.6%) outcomes with morbidities. Among antenatatbidities, pregnancy induced
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hypertension 45 (18.2%), diabetes in pregnancy.38¢y, macrosomia 11 (4.47%),
ICU admissions 9 (3.6%), thyroid disorders 28 (8%3, emergency LSCS 172
(49.14%), induced labour 48 (13.71%) and instrurlerdginal deliveries 15 (4.29%)
showed excessive GWG compared to the pregnanctesnermal outcome in this
study. Among these morbidities, following morbidg&ishowed statistically significant
excessive GWG with higher odds and significeéhtvaluei.e. Pregnancy Induced
Hypertension (PIH) [OR 1.17 (95%CI:. 1.07-1.2B) value--0.001], Diabetes in
pregnancy [OR 1.17 (95%CI: 1.04-1.3R, value0.011], Macrosomia [OR 1.34

(95%CI: 1.15-1.61p value <0.001].

It is observed that gravidas with normal BMI asfiantenatal visit constituted the
most common BMI category who later developed pragpanduced hypertension
(PIH). They showed mean excessive weight gain 6% ZXg compared to the
individuals who had normal outcome. Notably, thxeassive GWG coincides with
GWG reference ranges recommended by IOM for thenabbutcome in this BMI
category. Among all BMI categories, obese-2 catgeggained a maximum mean
GWG of 18 kg and developed PIH subsequently. Exee<SWG in PIH was also
observed in previous research stud®s*”’However, the excess GWG range for PIH
is not studied in previous researches. It was nttatl pregnancies who developed
PIH, showed significant weight gain in the secoaif bf the pregnancy (during'2
and 3 trimesters), which can be explained by the faeitt timedical disorder of
hypertension of pregnancy typically presents in seeond half of the pregnancy
itself. This group of gravidas retain fluids inethextra cellular space before
developing increased blood pressure. Hence praspeatonitoring of GWG is

recommended in all the antenatal women.
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The next common morbidity of diabetes in pregnaaep showed excessive GWG of
2.69 kg. However, when compared to the patternxoéssive GWG in PIH, it was
observed that diabetes in pregnancy group wasrgagonsistently excessive weight
starting early in pregnancy. The first trimester GVelverage was 2.7 kg and iff'2
and 3" trimester it was around 6-6.5 kg. Maximum weighinghas been by obese-2
category which had around 10.1 kg excess when cadpt normal outcome
population in this study. These findings align withor research emphasizing early
pregnancy weight gainas strong association with risk of gestationabelias mellitus
(GDM). Studies conducted earlier have reported tagid early GWG increases
insulin resistancepredisposing women to glucose intolerance latepregnancy.
(135,148 199 ance it is recommended that excessive GWG sHmeilshonitored closely
and controlled from early pregnancy itself to reslube chances of developing

diabetes in pregnancy.

A similar pattern of excess GWG was observed inviddals having macrosomia
babies where they demonstrated a higher trend iglhtvgain (mean GWG of 15.40 +
5.35 kg, 5.13 kg excess to normal outcome weighm)gsince early period of
pregnancy below 20 weeks weight gain (1.52 kg).s€hebservations align with
research conducted by Wang et al and Simko etrad,also noticed similar pattern of
excess GWG starting early in pregnancy. Furthezanet is required to gain a deeper
understanding of the relationship between mateweght gain, metabolic factors,

and the risk of macrosomi&!*?

Other antenatal morbidities like thyroid disordérean GWG of 11.18 + 4.19kg) and
anaemia in pregnancy (mean GWG of 11.91 + 3.85kgwsd excessive GWG
pattern (thyroid had 0.91kg and anaemia had 1.94xapss to normal outcome

population) which was not statistically significamt this study. Earlier research
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studies have found that thyroid dysfunction dugpnggnancy was more closely linked
to pre-existing conditions rather than gestatiomaight gain.®***? The lack of
significant associations in the current study aignth these findings, suggesting that
thyroid disorders during pregnancy may be influeho®re by intrinsic factors such
as pre-pregnancy thyroid status or genetic predispo, maternal age, parity rather
than weight gain patterns. This highlights the némdfurther research to explore
other potential risk factors for thyroid dysfunction pregnant women, such as iodine
deficiency or autoimmune conditions, which may pkaymore critical role than

gestational weight gain.

Among the 246 participants with morbid outcomesydmen (2.57%) required ICU
admission [OR1.15 (95%CI: 0.96-1.38)]. A mean @9lkg is noticed excess to the
GWG of normal outcome. Maternal pre pregnancy BMbese category) was
positively associated with maternal ICU admissiaasconcluded in a prior research
study.*>® However, data exploring association of excessi¢G3and maternal ICU

admissions is lacking in research studies.

Our data is depicting higher trend of GWG with egegicy caesarean-section,
however it is not found to be statistically sigo&nt. Previous literature is showing
conflicting association of excessive GWG with eneery C-sectionske JF et al
concluded that maternal weight gain has minimatctfon the need for emergency
caesarean sectiort$” Whereas Goldstein et al found that excessive wejgim has
significant association with emergency LSCS as alenof delivery.®3 Similar
excess GWG trend was also noted for induced lalamar instrumental vaginal
deliveries, though it was not significant statialig in this study. This should be

explored further in large scale studies.
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Low GWG was observed in Low Birth Weight (LBW) 723(87%), Foetal Growth
Restriction (FGR) 27 (7.7%), Neonatal Intensive eCainit (NICU) admissions
27(7.7%) and Still births 5(1.4%) in this study. éng these morbidities, the
following showed statistically significant low GWIith higher odds and significant

P value[ FGR- 0.86 (95%CI: 0.74-0.99 value 0.037, NICU admissions 0.854
(95%ClI: 0.737-0.975pP value 0.026]. A less GWG pattern has been observed in
FGR among all the categories of BMI especially wiberweight and obese-2
categories where there is 4.1 kg and 5.2 kg lesghiveyain respectively when
compared with the same BMI population having normatomes in this study. There
is significant association between lower maternalgit gain and FGR risk [OR:
0.86, (95% CI: 0.74-0.99F, value=0.037]. This finding aligns with Ehrenberg et al
who reported that low maternal weight gain duringgmancy is a risk factor for FGR,
particularly when combined with other factors sashpoor placental functiof®.
Similarly, former research studideund that inadequate gestational weight gain,
especially in the second and third trimesters, associated with adverse pregnancy
outcomes, including FGR®**® These comparisons underscore the importance of
adequate gestational weight gain to reduce theafigkGR, while also highlighting
the need for further research to explore otherrdmuting factors that may influence
foetal growth. Tailored prenatal care strategiesluiding nutritional interventions and
close monitoring of weight gain, may help mitigatee risk of FGR in at-risk

populations.

This study illustrates significant variations iniglt gain patterns across trimesters
and their relationship to NICU admission rates agn@46 participants. Underweight
mothers gained an average of 6.03 + 3.16 kg irséfo®nd trimester and 3.95 * 2.95

kg in the third trimester, resulting in a total gg®nal weight gain of 8.48 + 2.87 kg,
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which is 1.69 kg less weight gain when comparethéonormal outcome population.
Among NICU admissions, extremes of BMI categoriesd How GWG when
compared to normal outcome (underweight, overweightese-2). This implicates
that even if the women belonged to obese categatissnecessary to gain adequate

weight gain as per recommendation to avoid moriesidue to less GWG.

The most significant difference was observed endghese (category- 2 group), where
total weight gain was only 5 + 0 kg, which is 5.¢@ less weight gain than normal
outcome with same category, while overweight matherd 4.65 kg less weight gain
when compared to normal outcome population in #meesgroup. Ukah UV et al also
observed similar pattern of low weight gain whictasvassociated with adverse
perinatal outcome in women with obesif). Bhavadharini et al found that lower
gestational weight gain, particularly among undegie and obese mothers, was
associated with adverse neonatal outcomes in Ind@amen.®? Similarly, studies in
the past identified inadequate gestational weighih had association with poor

perinatal outcomes, including preterm birth and Mi@imission®°>1%7158)

The similar trend of low GWG in extremes of BMI walso observed in still births.
(underweight BMI which gained 2.7 kg less weighingand overweight category had
8.9 kg less weight gainkijun Wang et al and Vivian Ukah et al investigati
association of gestational weight gain with nednatarbidity and mortality in the
United States.®** They found that deviations from recommended weighin
guidelines were linked to higher risks of stillbst particularly in underweight and

obese women. The current study supports thesengadi

Though Low Birth Weight (LBW) was showing low GW@&hd among overweight
and obese category in the present study, it wasstaistically significant [mean

GWG- 10.24 £ 4.23 kg, OR 1.00 (95%Cl:0.92-1.@8)alue= 0.953]. Retnakaran R
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et al also reported weak associations between nateright gain (particularly in the
1% trimester) and LBW in their cohoft>®When compared to the study by Rahman et
al, which analysed GWG and birth outcomes in low ariddie-income countries,
underweight women had lower GWG (average 10.5 kg)pared to normal-weight
women (average 12.0 kg), aligning with the curstntly's findings{**® However, an
earlier study found that greater weight gain intthied trimester was associated with a
reduced risk of LBW, suggesting that the relatigmsimay vary by population or
study design*®? These discrepancies highlight the need for furttesearch to

clarify the role of gestational weight gain in fakgrowth and LBW risk.

Strengths of the Study

To the best of our knowledge, this is the firstdgtin the Indian setup, which has
demonstrated trend of GWG in Indian population Hase WHO Asia Pacific BMI

categories. Our study is showing the trend of GWi@rg different BMI categories
of Indian population. It is recommended that resolt this study should be validated
in large scale nation based prospective researftatioe country specific guidelines
for pregnancy weight management and maternal resath interventions. The
findings of this study highlight the complex retatship between maternal weight
gain and pregnancy outcomes, including pregnandycded hypertension (PIH),
diabetes in pregnancy, macrosomia, foetal growtdrdation (FGR), low birth weight
(LBW), mode of delivery, ICU admissions. The resutif this study contribute to
valuable regional data of significant public healtportance. It provides valuable
insights into the association between GWG and matdetal health outcomes,

aiding healthcare professionals in improving prahedre strategies.

Page 76



Discussion

Limitations of the Study

The study is limited by the factors like convenisampling, no data on maternal diet,
nutritional status and maternal exercise, which t&potential confounders and they
could not be adjusted to derive sensitivity analyikie adjusted odds. The study does
not track postpartum weight retention or long-tematernal and child health

outcomes, limiting insights into the extended impHEGWG.
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CONCLUSION

The mean average GWG found among different categiasf normal outcome is
10.27 + 3.43 kg. Pregnancies with excess GWG werell+ 4.97 kg for pregnancy
induced hypertension (PIH) with 2.64 kg excess Weigain, 12.96 + 5.86kg for

pregnant women with diabetes with 2.69 kg in excesscrosomia had 15.40 + 5.35
kg with 5.13kg excess weight gain whereas low GW4&3 wbserved in women who
had FGR with 8.71 + 3.15 kg mean GWG and 1.56kg e=ight gain, 8.58 + 3.34 kg
with 1.69 kg less gain for the women who had &bégjuiring NICU admission. It is

emphasised to monitor and control prospective GW(hg routine prenatal care for
a positive maternal and perinatal outcome. Formmgatountry-specific GWG

guidelines is highly recommended for the Indianuyapon considering variations in
pattern of GWG observed in the study. This woultdaate the quality of maternal
and neonatal care by providing more accurate, rtell@ade recommendations for

Indian population.
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SUMMARY

The study is a one-year cross-sectional study adadufrom December 2023 to
December 2024 at KLE Dr. Prabhakar Kore Charitdbdspital, Belagavi, includes
350 pregnant women who were admitted for deliveith wirst-trimester weight
records. Data is collected from case records, ataérisits, and delivery details,
including maternal BMI, gestational weight gain gmeégnancy outcomes. Various
maternal morbidities (e.g., anaemia, hypertensthabetes, thyroid disorders) and
foetal outcomes (e.g., low birth weight, stillbirtNICU admission) are analysed.
Statistical analysis includes descriptive metholdgjistic regression, and paired
sample t-tests, with IBM SPSS version 22 used &ta ghrocessing. Study highlights
that maternal weight gain during pregnancy, paldidy in second & third trimesters,
is associated with certain pregnancy outcomeshiké with 12.91 + 4.97 kg mean
GWG, +2.64 kg excess weight gain compared to otmaboutcome population [OR
1.17 (95%CI: 1.07-1..29) value-0.001], gestational diabetes 12.96 + 5.86 kg mean
GWG and +2.69 kg excess weight gain [OR 1.17(95%4-1.32P value0.011],
macrosomia with 15.40 + 5.35 kg mean GWG and +kdL8xcess weight gain, [OR
1.34 (95%CI: 1.15-1.61p value <0.001], MICU with 12.16 + 4.22 kg mean GWG
and +1.89kg excess weight gain [OR 1.15 (95%@6-1.38),P value 0.126] and
NICU admissions with 8.58 + 3.34 kg mean GWG an&91less weight gain [OR
0.854 (95%CI: 0.737-0.975F, value©.026]. However, the impact of weight gain on
other outcomes, such as anaemia with 11.91 + 3g8Mé&an GWG [OR (95%CI:
0.96-1.35),P value0.141], thyroid disorders with mean GWG 11.18 ¥%kg [OR
1.07 (95%CI: 0.95-1.20F value0.238], low birth weight with 10.24 + 4.23 kg mean
GWG 11.18 [OR0.90 (95%CI:0..69-1.169, value0.429] and delivery modes:

instrumental vaginal delivery- mean GWG 9.85 + 1kg1[OR. 0.96 (95%CI: 0.63-
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1.41),P value0.862], vaginal delivery by induced labour- meaw/G 10.53 + 4.08
kg [OR. 1.02 (95%CI:0.91-1.13R value 0.78], emergency LSCS- mean GWG
11.21 £ 4.75 kg [OR. 1.06 (95%CI:0.99-1.1B)yalue0.08] appears minimal or non-
significant, suggesting that factors beyond mateweght, such as maternal health
conditions, nutrition, and medical history, mayypka more prominent role. Given
these findings, it is recommended that healthcapgiglers monitor maternal weight
gain carefully, particularly in the later stagespoégnancy, as excessive weight gain
could contribute to adverse outcomes like hypertenand less weight gain leads to
the need for outcomes like NICU care. Future studieould explore the role of other
factors like diet, exercise, and genetic predidfm®s to better understand the
complex relationship between maternal weight gaid gregnancy outcomes.
Additionally, interventions aimed at promoting Héglweight gain during pregnancy,
along with regular screenings for gestational diedeand hypertension, should be
considered to improve maternal & neonatal healtttaues. The findings of this
study highlight the complex relationship betweertenaal weight gain and pregnancy
outcomes, including low birthweight (LBW), vagirdglivery, & emergency delivery.
While gestational weight gain (GWG) is a criticalngponent of prenatal health, its
influence on these specific outcomes appears tdinbiéed, with no significant
associations observed in most cases. These findindsrscore the importance of
considering maternal weight gain within the broadentext of overall maternal and

foetal health, rather than as an isolated factor.

Healthcare providers should emphasize importanceatdnced weight gain, pre-
pregnancy BMI and nutritional status, while alsa@dsing other important factors
such as gestational diabetes, hypertension etcditiddally, further research is

needed to explore interplay between maternal weighin & other variables,
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including genetic, environmental and socioeconofaictors, to better understand
their combined impact on pregnancy outcomes. Byptuwg a holistic approach to
prenatal care, healthcare providers can optimizeemmal and foetal health, reducing

risk of adverse outcomes and improving overall peggy experiences.
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ANNEXURE — Il = SCREENING FORM

NO:

Date of screening:

Name:

Age : [P no:

Address:

Phone number :

Diagnosis:

1.Availability of weight records </= 14 weeks (or)

pre pregnancy: yes/no (if no excluded)

2.Delivered in KAHER’S Dr. Prabhakar Kore Hospital:

yes/ no (if no excluded)
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ANNEXURE — Ill - PROFORMA

A ONE YEAR CROSS SECTIONAL STUDY OF GESTATIONAL WEI GHT
GAIN IN PREGNANT WOMEN ATTENDING DR. PRABHAKAR KORE

HOSPITAL — BELAGAVI

Ip.no:

1. Subject information:
Name:

Age:

Address:

Contact number of the patient:
Date of admission:
2.Current pregnancy:
Gravida:

Para:

Living:

Abortion:

LMP:

EDD:

Corrected EDD (if any):

Period of gestation at delivery:

3.Past obstetric history: YES
History of abortion: YES
History of medical illness: YES
If any, specify: Number: YES
If any unlisted: YES

NO

NO

NO

NO

NO
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Any bad obstetric history: Still birth:

Fresh still birth: YES NO
Macerated still birth: YES NO
Preterm delivery: YES NO
Abortion: YES NO
First trimester: YES NO
Second trimester: YES NO
Previous Deliveries: Cesarean Delivery  Previdelsveries:

Cesarean delivery:
Normal vaginal delivery:
Instrumental delivery:

4 .Current Obstetric condition:

Intranatal finding: YES NO

Mode of delivery: YES NO
Spontaneous delivery: YES NO
Induced delivery: YES NO
Elective c-section: YES NO
Emergency c-section: YES NO

If yes, indication:
Instrumental delivery: YES NO
If yes, indication:

Duration of labour:

1st stage:
2nd stage:
Complications of labour: YES NO
Prolonged labour: YES NO
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Precipitate labour: YES NO
PPH: YES NO
APH: YES NO
CPD: YES NO
Occipito posterior position: YES NO
Other malpresentations: YES NO

If yes, specify:

Post natal findings: YES NO

Eventful : YES NO
If yes, specify:

Infections: YES NO
If any, specify:

ICU admission

Mother: YES NO
If yes, specify reason:

Baby: YES NO
If yes, specify reason:

5.General examination:

Height:

Weight:

BMI (kg/m2):

Category of BMI based on Asian population BMI:

1. Underweight : <18.5

2. Normal range: 18.5-22.9

3. Over weight : > 23

3a. Atrisk : 23-24.9
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3b. Obese 1 : 25-29.9
3c. Obese 2 : >/= 30
Pre pregnancy:
First trimester: Weight BMI
</= 6 weeks:
</=T7 weeks:
</= 8 weeks:
</=9 weeks:
</= 10 weeks:
</= 11 weeks:

</= 12 weeks:

</= 13 weeks

Weight: BMI:

Category of BMI:

Category of BMI

Second trimester:Weight BMI Category of BMI

</= 14 weeks:

</= 15 weeks:

</= 16 weeks:

</= 17 weeks:

</= 18weeks:

</= 19 weeks:

</= 20 weeks:

</= 21 weeks:

</= 22 weeks :

</= 23 weeks:

</= 24 weeks:

</= 25 weeks:

</= 26 weeks:
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</= 27 weeks:

</= 28 weeks:

Third trimester: Weight BMI Category of BMI
</= 29 weeks:

</= 30 weeks:

</= 31 weeks:

</= 32 weeks:

</= 33 weeks:

</= 34 weeks:

</= 35 weeks:

</= 36 weeks:

</= 37 weeks:

</= 38 weeks:

</= 39 weeks:

</= 40 weeks:

</= 41 weeks:

</= 42 weeks:

</= 43 weeks:

At the time of delivery: Weight BMI Category of BMI
Based on pre pregnancy weight:
Weight gain in first trimester:
Weight gain in second trimester :
Weight gain in third trimester :
Based on first trimester weight :
Weight gain in First trimester :

Weight gain in Second trimester :
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Weight gain in Third trimester :

Total weight gain:

Pallor: YES NO

Oedema: YES NO

Icterus: YES NO

Vitals:

PR:

BP:

Systemic examination: YES NO

CVS: S1 and S2 YES NO
Murmers YES NO

RS: B/L Normal vesicular breath sounds:YES NO
Added sounds: YES NO

6.Health services used during pregnancy:

6 a. Number of ANC visits: YES NO
6 b. Folic acid intake status: YES NO
6 c. Hematinic supplementation status: YES NO
6 d. Calcium supplementation intake statWy€S NO
7.Information of the baby: YES NO
7 a.) Live birth: YES NO
7 b.) Still birth: YES NO

Fresh still birth: YES NO

Macerated still birth: YES NO
7 c.) Gestational age: YES NO
7 d.) Date of birth: YES NO
7 e.) Time of birth: YES NO
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7 1) Sex: Male YES Female NO
7 g.) Weight in kgs: YES NO
7 h). Did the baby cry after birth: YES NO
7 1) Did the baby require resuscitation: YES NO
7 j.) Apgar score: 1 minute: 5 minute:  YES NO
7 k.) NICU admission: YES NO

If any, specify reason:
7 1.) Mortality: YES NO
If any, specify reason:

8.0bstetric conditions:

1.Singleton: YES NO
2.Multiple: a. Twin b. Triplets c.quadruple
3.Term gestation YES NO
4.Preterm gestation: YES NO
5.Post term gestation: YES NO
6.Anaemia:

6 a. Mild: YES NO
6 b. Moderate: YES NO
6 c. Severe: YES NO

7.Hypertension:

7 a .Chronic hypertension: YES NO
7 b .Gestational hypertension: YES NO
7 c . Pre eclampsia: YES NO
7 d. Eclampsia: YES NO
7 e. HELLP: YES NO
7 f. DIC: YES NO
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8.Diabetes:

8 a. Gestational diabetes mellitus: YES NO
8 b. Overt diabetes mellitus: YES NO
9.Thyroid Disorders:

9 a. Hyper- thyroidism: YES NO
9 b. Hypo- thyroidism: YES NO
10.UTI: YES NO
11.PROM: YES NO
12.PPROM: YES NO
13.FGR: YES NO
14.LBW:

14 a.< 2.5kg YES NO
14 b .</= 2kg YES NO
14 c. </= 1.5 kg YES NO
14 d.</= 1kg YES NO
15.Macrosomia: YES NO
16.Rh negative pregnancy: YES NO
17. Heart disease: YES NO
If any, specify: YES NO

Signature and name of the investigator:
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ANNEXURE — 1V

MASTER CHART
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B 3 Oz > 323 < Fw ([Fw| T |0~ | B @ = > 18|23 e z | E | EX w= | T |<O7 | PRz |l « |ET(ET|E 5|8 |R
35| ¢ i 8 2 3¢ [22[3° |5 | 3 SRR RENES z3 g SR EL I i B - A - - A
o &) [a} o S | = o s = © Jud 2
® - z B | 6| ° |2 © |2 o S 7 |8 |5 B2 |5
1 26 | multi | 37+2 NIL NORMAL INDUCED NIL 180 mins ]f4 NIL 6 TAKEN | LIVE | 2500 | YES | NO | NO NO | TERM NIL GHTN | NIL | NIL 2500 2.5-3KG 0 152 47 20.3 57 18.5 na 8KG 18 9.8 1 8.8
mins 3000GM 229(2)
o 1ST TRIM . 3100- <185
2 30 | primi | 39+5 ABORT NIL EMERGENCY | nonreassuring nst - - NIL 7 TAKEN | LIVE | 3500 | YES | NO [ NO| NO | TERM NIL NIL NIL | NIL 2000 >3.5-4 0 150 343 153 54 1) na na na 19.6 6.2 | 134
- PRE 1600- 18.5-
3 19 | primi 35 NIL NIL EMERGENCY |FETAL DISTRES - - NIL 8 TAKEN | LIVE | 1900 | YES | NO | NO NO TERM NIL NIL NIL | NIL 2000 NIL 0 148 475 21.7 58.2 29(2) na 4.5 6.2 10.7 0 10.7
. . . MODER 2500- 18.5-
4 25 | multi | 38+2 NIL C SECTION EMERGENCY previouslscs |120 mins| - NIL 4 TAKEN | LIVE | 2700 | YES | NO [ NO| NO | TERM ATE NIL NIL | NIL 3000 2.5-3KG 0 155 46 19.1 60 229 (2) 4 6 4 14 4 10
5 36 | primi 38 NIL NIL EMERGENCY CDMR - - NIL 7 TAKEN | LIVE | 3000 | YES | NO | NO NO | TERM NIL NIL [GDM| NIL 2350%% 2.5-3KG 0 152 56 24.2 72 222:)'9 4 8 2 16 0 16
. 1ST TRIM . CHR 2001- 25-29.9
6 28 | primi 37 ABORT C SECTION ELECTIVE previous Iscs - - NIL 5 TAKEN | LIVE | 2160 | YES | NO [YES| NO | TERM NIL HTN NIL | NIL 2499 NIL 0 152 64 27.7 72 (3B) -1 2 7 8 1 7
7 24 | primi | 38+4 ISTTRIM NIL SPONTANEOUS nil 540 mins 2.0 NIL 5 TAKEN | LIVE | 3000 | YES | NO | NO NO | TERM NIL NIL NIL | NIL 2500- 2.5-3KG 0 158 58 233 66 23249 na 4.4 3.6 8 0 8
ABORT mins 3000 (3A)
8 27 | multi | 40+1 NIL NORMAL SPONTANEOUS nil 1980 44 NIL 7 TAKEN | LIVE | 3400 | YES | NO [ NO| NO | TERM NIL NIL NIL | NIL 3100- 3.1-35 0 157 58 235 69 23249 na 4 7 11 1 10
mins mins 3500 (3A)
9 24 | multi | 38+1 NIL C SECTION EMERGENCY previous Iscs - - NIL 6 TAKEN | LIVE | 2500 | YES | NO | NO NO | TERM NIL NIL NIL | NIL 2350%% 2.5-3KG 14 150 59.1 26.3 69 2?-3?39)'9 na 15 8.4 9.9 0 99
10 | 23 | primi | 40+3 NIL NIL SPONTANEOUS nil 585 mins|21mins|  NIL 6 TAKEN | LIVE | 2800 | YES | NO [ NO| NO | TERM NIL NIL NIL [HYPO 250%% 2.5-3KG 0 145 53 25.2 63 2?;39)'9 -1.8 58 6 10 -1.8 | 11.8
- non progress of . ) NOT 2500- g 25-29.9
11 19 | primi | 39+5 NIL NIL EMERGENCY labour 660 mins NIL 5 TAKEN LIVE | 2900 | YES | NO | NO NO | TERM NIL NIL NIL | NIL 3000 2.5-3KG 9 138 50 26.3 58 (3B) na na na 8 0 8
12 | 29 | multi | 39+5 NIL C SECTION ELECTIVE previous Iscs - - NIL 8 TAKEN | LIVE | 2700 | YES | NO [ NO| NO | TERM NIL NIL NIL | NIL 250%% 2.5-3KG 1 156 57.4 23.6 63 2?:;,2:)'9 na na 2.7 5.6 16 4
. . NOT 2500- <185
13 | 23 | multi | 38+6 NIL C SECTION ELECTIVE previous Iscs - - NIL 4 TAKEN LIVE | 2500 | YES | NO | NO NO | TERM NIL NIL NIL | NIL 3000 2.5-3KG 0 159 46.5 18.4 52 N na 36 19 55 0 55
= 2500- 25-29.9
14 | 30 | multi 40 NIL NORMAL INDUCED 990mins | minute NIL 5 TAKEN | LIVE | 2800 | YES | NO [ NO| NO | TERM NIL NIL NIL | NIL 3000 2.5-3KG 0 151 66.2 29 70.9 (3B). na 24 23 4.7 0 4.7
15 | 24 | multi | 37+6 NIL C SECTION EMERGENCY prev Iscs 120 mins - NIL 6 TAKEN | LIVE | 2800 | YES | NO | NO NO | TERM NIL NIL NIL | NIL 2350%% 2.5-3KG 0 152 47.2 204 54.3 2;'%5(2) na na na 7.1 0 7.1
PROLON
16 | 25 | primi 39 NIL NIL EMERGENCY prolonged prom #Zlig - GED 6 TAKEN | LIVE | 3200 | YES | NO [ NO| NO | TERM NIL NIL NIL | NIL 105%% 3.1-35 4 161 65 251 745 2?;;)'9 1.6 28 51 9.5 0 9.5
LABOUR
- . . MALPRE 2500- <185
17 | 26 | primi 38 NIL NIL EMERGENCY breech in labour | 60 mins - SENT 4 TAKEN | LIVE | 2500 | YES | NO | NO NO | TERM NIL GHTN | NIL | NIL 3000 2.5-3KG 0 155 43.2 18 53 1) NA 9.2 2.6 11.8 0 11.8
18 | 25 | primi | 38+2 NIL NIL EMERGENCY msl 345 mins| - NIL 5 TAKEN | LIVE | 2600 | YES | NO [ NO| NO | TERM NIL PE NIL | NIL 250%% 2.5-3KG 0 156 57 234 67 2?:;,2:)'9 na 6.4 3.6 10 4.2 58
PROLON
19 | 25 | multi | 39+3 ISTTRIM C SECTION EMERGENCY previous Iscs - - GED 7 TAKEN | LIVE | 3300 | YES | NO | NO NO | TERM NIL NIL NIL | NIL 3001- 3.1-35 7 168 72 255 79 25299 -0.7 25 5.2 7 -0.7 7.7
ABORT 3500 (3B)
LABOUR
) 1ST TRIM . . 3001- 25-29.9
20 | 35 | multi | 38+5 ABORT C SECTION EMERGENCY previouslscs |120 mins| - NIL 8 TAKEN | LIVE | 3400 | YES | NO [ NO| NO | TERM NIL NIL NIL | NIL 3500 3.1-35 0 157 64 26 79 (38) 4.4 4.3 6.3 15 44 | 10.6
21 | 27 | multi | 39+4 NIL C SECTION EMERGENCY previous Iscs - - NIL 3 NOT LIVE | 2800 | YES | NO | NO NO | TERM NIL GHTN | IGT | NIL 2500- 2.5-3KG 5 152 50 21.6 56 18.5 2 na 4 6 2 4
TAKEN 3000 | : 22.9(2)
. . 120 NOT 3001- >/=30
22 | 21 | primi | 37+2 NIL NIL INDUCED - 360 mins mins NIL 7 TAKEN LIVE | 3200 | YES | NO | NO| NO | TERM NIL NIL NIL | NIL 3500 3.1-35 0 151 69 30.3 82 (30) 13 4.7 7 13 13 | 117
23 | 19 | primi | 37+4 NIL NIL INDUCED - 15.60 4.5 NIL 4 TAKEN | LIVE | 2600 | YES | NO | NO NO | TERM NIL NIL NIL | NIL 2500- 2.5-3KG 0 156 52 214 58 18.5 14 26 2 6 0 6
mins mins 3000 229(2)
24 | 22 | multi | 37+5 NIL C SECTION EMERGENCY previouslscs |120 mins| - NIL 6 TAKEN | LIVE | 2400 | YES | NO [ NO| NO | TERM NIL NIL NIL | NIL 223219 NIL 0 152 64 21.7 76 2?;;)'9 na na na 12 5 7
25 | 21 | primi 40 NIL NIL EMERGENCY msl 360 mins - NIL 8 TAKEN | LIVE | 3100 | YES | YES | NO NO | TERM NIL NIL NIL | NIL 33(;00](') 3.1-35 0 148 48 224 57 2;'895(2) na 4.6 4.2 9 25 6.5
PROLON
26 | 26 | primi | 37+5 NIL NIL EMERGENCY | oligohydramnios ﬁig - GED 7 TAKEN | LIVE | 2800 | YES | NO [ NO| NO | TERM NIL E?E NIL | NIL 2350%% 2.5-3KG 0 168 81 28.7 90 2?;;)'9 1 4.6 34 9 -0.2 9.2
LABOUR
27 | 24 | primi | 39+3 NIL NIL SPONTANEOUS - 390 mins n’:ll;is NIL 4 TAKEN | LIVE | 2700 | YES | NO | NO NO | TERM NIL NIL NIL | NIL 2350%% 2.5-3KG 0 158 45 18 59.5 <2-2IE.3).5 na 10.3 4.2 145 31 114
28 | 20 | primi | 38+5 NIL NIL EMERGENCY fetal distress {300 mins| - NIL 5 TAKEN | LIVE | 2600 | YES | NO [ NO| NO | TERM NIL NIL NIL | NIL 250%% 2.5-3KG 0 152 45 19.5 58 2;89522) na 27 10.3 13 0 13
29 | 24 | multi 37 NIL NORMAL SPONTANEOUS - 720 mins n’iis NIL 7 TAKEN | LIVE | 2900 | YES | NO [YES| NO | TERM NIL NIL NIL | NIL 2350%% 2.5-3KG 0 159 51 20.2 64 2;'895(2) na 7 6 13 2 11
30 | 30 | multi | 39+2 NIL C SECTION EMERGENCY previouslscs |180 mins| - NIL 5 TAKEN | LIVE | 3500 | YES | NO [ NO| NO | TERM NIL NIL NIL | NIL 33%00% 3.1-35 0 146 55 25.8 62 2?3%39)9 -1 0 7 7 -1 8
31 | 22 | primi | 39+3 ligg:'_l'.w NIL INSTRUMENT - 480 mins|2 mins NIL 5 TAKEN | LIVE | 2700 | YES | NO | NO NO | TERM NIL NIL NIL | NIL 2350%% 2.5-3KG 0 162 44.8 17.1 60 <2-2IE.3)'5 22 3 9 14.2 22 12
L 7200 45 2500- <185
32 | 23 | primi | 40+1 NIL NIL INDUCED - mins mins NIL 6 TAKEN | LIVE | 2900 | YES | NO [ NO| NO | TERM NIL NIL NIL | NIL 3000 2.5-3KG 0 164 44.6 16.6 55 N na 4.4 6 10.4 2 8.4
33 | 28 | multi | 38+2 NIL C SECTION EMERGENCY previouslscs | 120 mins - NIL 5 TAKEN | LIVE | 2800 | YES | NO | NO NO | TERM NIL NIL NIL | NIL 2350%% 2.5-3KG 0 152 50.8 22 60 2;'895(2) 18 22 5.2 9.2 18 74
s 1ST TRIM . 30 2500- 18.5-
34 | 28 | primi 40 ABORT NIL EMERGENCY cpd 720 mins mins CPD 5 TAKEN | LIVE | 3000 | YES | NO [ NO| NO | TERM NIL NIL NIL [HYPO 3000 2.5-3KG 5 156 52 214 61 29(2) 36 24 3 9 0 9
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35 | 32 | multi | 40+5 | NIL |INSTRUMENT| INDUCED ; 420 mins n:ﬂs NIL 4 |TAKEN|LIVE | 2600 | YES | YES | NO| NO |TERM | NIL | NIL | NIL | NIL 2350%% 253KG| 1 |152| 45 195 53 2;%?'2) 1 na | 7 8 o | 8
36 | 35 | primi | 38+2 | NIL NIL ELECTIVE cdmr ; - NIL 5 |TAKEN| LIVE | 2000 | YES | NO |[NO| NO |TERM | NIL | NIL | NIL | NIL 23%%% 253KG| 0 |157| 90 365 101 >(/;§)0 na | 4 7 11 o | 1
1ST TRIM IMMIN 2500- 25.20.9
37 | 29 | primi | 39 NIL EMERGENCY | imminentsigns | - ; NIL 4 |TAKEN|LIVE | 3000 | YES | NO | NO| YES |TERM | NIL | ENT | NIL | NIL 253kG| 0 |143| 515 252 63 Pl na | 68 | 47 | 115 | 41 | 74
ABORT SONS 3000 (3B)
38 | 26 | multi | 37 NIL CSECTION | EMERGENCY | previouslscs ; - NIL 5 |TAKEN| LIVE | 3000 | YES | NO [NO| NO |TERM| NIL | NIL |GDM| NIL 23%%% 253KG| 8 |152| 70 303 85 ?’;é’)o 2 na | 13 | 15 2 | 13
- _ . NOT MODER 3501 185
39 | 23 | primi | 40+¢1 | NIL NIL EMERGENCY | oligohydrmanios | - ; NIL 4 | taken | LIVE | 3600 | YES | NO | NO| NO | TERM [V PUERI NIL | NIL | NIL | | 5854 | 5 |164| S5 204 | 625 |00 15 | na | 8 95 | 05| 10
. 1 3001 23249
40 | 23 | multi | 38+4 | NIL NORMAL | SPONTANEOUS - 795 mins| | NIL 5 | TAKEN| LIVE | 3400 | YES | NO | NO| NO |TERM | NIL | NIL |NIL|NIL | 507 | 3185| 0 |150| 54 24 0 TG | "™ 7 9 16 o | 16
. 1ST TRIM . . NOT 2500- 185-
a1 | 30 | mulii | 39+5 | “°L | NORMAL | SPONTANEOUS ; 660 mins| 15mins|  NIL 6 | acen | LIVE [ 3000 | YES | NO | NO| NO [TERM | NIL | NIL |NIL|NL | S0 |253G| 0 |154| 52 219 5 |pogy| 2 2 1 5 2 | 3
42 | 27 | multi | 37+6 | NIL C SECTION ELECTIVE previous Iscs ; ; NIL 4 |TAKEN|LIVE| 2700 | YES | NO | NO| NO |TERM | NIL | NIL | NIL | NIL 23%%% 253KG| 0 |1e4| 51 19 62 2;%‘?'2) 05 | na |115]| 115 | -05 | 12
— 1080 | 40 2001- 185
43 | 23 | primi | 3745 | NIL NIL SPONTANEOUS ; ‘ . NIL 5 |TAKEN| LIVE | 2400 | YES | NO |[NO| NO |[TERM | NIL | NIL | NIL | NIL NIL 0 |153| 468 20 57 17 | 2 7 | 107 | 12| 95
mins mins 2499 229(2)
44 | 22 | primi | 38+6 | NIL NIL EMERGENCY | feta distress [120mins| - NIL 4 |TAKEN| LIVE | 3000 | YES | NO | NO| NO |TERM | NIL | GHTN | NIL |HYPO 23%%% 253KG| 0 |153| 48 205 62 2;%‘?'2) 15 | na | 125 | 14 | 15 | 125
45 | 24 | multi | 38+6 | NIL C SECTION ELECTIVE previousIscs ; ; NIL 4 |TAKEN|LIVE | 3100 | YES | NO | NO| NO |TERM | NIL | NIL | NIL| NIL 33(;00% 3135| 0 |152| 635 275 | 717 2?:'3%9)'9 na | na | 82| 82 | o | 82
46 | 33 | primi | 4041 | NIL NIL EMERGENCY | Monprogressof | 1820 NIL 4 |TAaken|uve | 3000 | vEs | No [No| No |Term| NiL | N [ mic | nic | 2% |2sake| o |1s8| 48 19.2 55 | 851 a2 | na| 7 7 o | 7
labour mins 3000 22.9(2)
47 | 27 | multi | 38+4 | NIL CSECTION | EMERGENCY | previouslscs |240mins| - NIL 5 |TAKEN| LIVE | 2300 | YES | NO |NO| NO |TERM | MILD | NIL | NIL | NIL 223%%; NIL 0 |162| 578 2 68.2 2;%?'2) na | 48 | 56 | 103 | 0 | 103
48 | 25 | multi | 4042 | NIL NORMAL INDUCED ; 180 mins niis NIL 5 |TAKEN| LIVE | 2300 | YES | NO [NO| NO |TERM | NIL | NIL | NIL | NIL 223(;19_ NIL 0 |153| 44 188 | 562 2;%‘?'2) na 6 | 62 | 122 | 0o | 122
49 | 27 | primi | 36+1 | NIL NIL EMERGENCY | MO progressof ; ; NIL 5 |TAKen | LIvE | 3000 | YEs | Nno [No| No | PRE L e | onie | Nie | e | P9 |osakg| o |1s6| 724 29.8 g |29 | 36| 8 | 16| o |16
labour TERM 3000 (38)
50 | 28 | multi | 37+3 | NIL C SECTION ELECTIVE previous Iscs ; ; NIL 5 |TAKEN| LIVE | 3400 | YES | NO |[NO| NO |[TERM| NIL | NIL | NIL | NIL 33%00% 3135 | 0 |152| 74 2 86 >(’;§)0 na 6 6 12 0o | 12
51 | 28 | primi | 37+2 1%8;';"' NIL EMERGENCY | breechinlabour | - ; NIL 4 |TAKEN|LIVE | 2300 | YES | NO | NO| NO |TERM | NIL | NIL | NIL| NIL 223%%; NIL 0 |144| 38 183 46 <(1f)'5 15 | 19 | 66 | 85 | 2 | 65
52 | 31 | muli | 38+4 | NIL C SECTION ELECTIVE previous Iscs ; ; NIL 5 |TAKEN| LIVE | 3400 | YES | NO |[NO| NO |[TERM| NIL | NIL | NIL | NIL 33%00% 3135 | 0 |163| 68 256 | 745 2?'3%;'9 na | 22 | 43| 65 | 05| 7
53 | 24 | multi | 39 NIL CSECTION | EMERGENCY | previouslscs ; ; NIL 4 |TAKEN|LIVE | 2500 | YES | NO | NO| NO |TERM | NIL | NIL | NIL| NIL 250%% 253KG| 1 |146| 548 257 | 665 2?:'3%9)'9 na | na | 17| 107 | o | 117
.. . . PRE 1500- 185
54 | 23 | primi | 33+3 | NIL NIL SPONTANEOUS - 300 mins| 10min | NIL 4 |TAKEN | LIVE | 1700 | YES | YES [YES| NO | 2o | NIL | NIL [NIL | NIL | 2 | NIL 1 |152| 494 214 | 564 |0 na | 12 | 58 7 o | 7
55 | 19 | primi | 38+1 NIL NIL EMERGENCY | " f;gg:fs o |40 mins| - NIL 10 |TAKEN| LIVE | 2800 | YES | NO |NO| NO |TERM | NIL | NIL | NIL | NIL 2350%% 253KG| 0 |149| 425 19.1 55 2;%?'2) 15 | 93 | 47 | 14 | 12 | 128
56 | 21 | primi | 4041 | NIL NIL SPONTANEOUS - 660 mins nﬁs NIL 9 |TAKEN| LIVE | 2000 | YES | NO |[NO| NO |[TERM| NIL | NIL | NIL | NIL 23%%% 253KG| 0 |156| 36 148 51 <(lf)'5 na | 91 | 59 | 15 | 18 | 132
57 | 27 | muli | 40 NIL NORMAL | EMERGENCY cpd 720 mins| - cPD 7 |TAKEN| LIVE | 2600 | YES | NO |NO| NO |TERM | MILD | NIL | NIL | NIL 250%% 253KG| 0 |156| 653 268 71 2?:'3%9)'9 na | 27 | 3 57 | -18 | 75
58 | 26 | multi | 37+6 | NIL NORMAL | SPONTANEOUS - 300 mins| 8 mins|  NIL 4 |TAKEN|LIVE | 2500 | YES | NO | NO| NO |TERM | NIL | NIL | NIL | NIL 23%%% 253KG| 0 |154| 584 246 65 2?;4)'9 na | 43 | 23 | 66 | 16| 5
. 32 3001 23249
50 | 22 | muli | 4043 | NIL NORMAL INDUCED ; g00mins| <° | NIL 7 | TAKEN | LIVE | 3300 | YES | NO |YES| NO |TERM | NIL | NIL |NIL | NIL | 300 |3135| 16 |164| 656 244 | 734 |“ 007 08 | 23 | 49 7 | o6 | 64
60 | 21 | primi | 36+5 | NIL NIL EMERGENCY | fetal distress ; - NIL 3 |TAKEN| LIVE | 2700 | YES | NO |YES| NO |TERM | NIL | NIL | NIL | NIL 23%%% 253KG| 5 |156| 42 173 50 <(lf)'5 na 7 1 8 o | 8
. . 2500- 23-24.9
61 | 28 | muli | 40 NIL NIL EMERGENCY cpd 900 mins| - NIL 8 |TAKEN | LIVE [ 2600 | YES | NO | NO| NO [TERM | NIL | NIL |NIL|NL | S0 |253G| 0 [156| 56 23 68 “aa | 1 2 9 12 1| 1
62 | 24 | multi | 38+4 | NIL C SECTION ELECTIVE previous Iscs ; - NIL 5 |TAKEN| LIVE | 3400 | YES | NO |YES| NO |[TERM | NIL | NIL | NIL | NIL 33%00% 3135 | 8 |1s8| 57 28 72 2;%‘?'2) na | 75 | 75 | 15 0o | 15
go |PROLON 3501 185-
63 | 3L | multi | 4042 | NIL NORMAL | INSTRUMENT 360 mins| > GED 6 |TAKEN| LIVE | 3600 | YES | NO |[NO| NO |TERM | NIL | NIL | NIL | NIL >354 | 0 |163| 55 20.7 65 ' 12 | 52 | 6 | 112 | 12| 10
mins 4000 229(2)
LABOUR
.. T 12 2500- 185
64 | 28 | primi | 37+4 | NIL NIL INDUCED - 420mins| " | NIL 5 | TAKEN| LIVE | 2500 | YES | NO | NO| NO |TERM | NIL | NIL |NIL| NIL | T0°% |253KG| 0 |165| 62 28 0 o] ™ 6 2 8 o | 8
. . MALPRE PRE 1500- 23249
65 | 32 | multi | 36+4 | FSB C SECTION ELECTIVE previousIscs ; S Rt 4 | TAKEN | LIVE [24/19| YES | NO [NO| NO | 220 | NIL | NIL [ NIL | NIL | S0 | NIL 14 |149| 553 24.9 68 " | 05 | 77| 45| 127 | 27 | 10
.. 1ST TRIM . . NOT PRE 1001 185-
66 | 24 | primi | 3145 | 'L oF NIL SPONTANEOUS - 660 mins|20mins|  NIL 4 | aken | LIVE [1216| YES | NO [ NO| NO | Zoe | NIL | NIL O [NIL | NIL | ool | NIL 3 |152| 48 208 | 685 |00 M | ma | 205 | 205 | 0 | 205
— . . NOT 2001 185
67 | 21 | primi | 38+5 | NIL NIL INDUCED ; 930 mins|18mins|  NIL 5 | tacen | LIVE [ 2200 | YES | NO | NO| YES |TERM | NIL | PE | NIL [HYPO| 2,00 | NIL 0 |149| 48 216 5 |poy| ™ | 4 5 9 1] 8
68 | 31 | muli | 38+2 | NIL CSECTION | EMERGENCY | previousiscs |180mins| - NIL 5 |TAKEN| LIVE | 3100 | YES | NO |NO| NO |TERM | NIL | GHTN | NIL | NIL 33%0010 3135 | 4 |155| 60 25 67 2?'3%;'9 na | na | 7 7 o | 7
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69 | 21 | primi | 38+5 | NIL NIL INSTRUMENT ; 390 mins ni:r:s NIL 5 |TAKEN| LIVE | 3200 | YES | NO |[NO| NO |TERM | NIL | NIL | NIL | NIL 33(;00% 3135| 0 |157| 485 197 | 583 <(1f)'5 09 | 58 | 49 | 107 | 1 | 97
. . PRE 2001 185
70 | 25 | multi | 36+6 | NIL CSECTION | EMERGENCY | previouslscs ; - NIL 4 |TAKEN | LIVE | 2400 | YES | NO [NO| YES | Zo- | NIL | PE [NIL | NIL | 5,00 | NIL o |161| 50 193 | 621 |00 na | na | 121|121 | 0 | 121
— | 25 2001 <185
71 | 24 | primi | 37+4 | NIL NIL INDUCED ; 240mins| = | NIL 4 | TAKEN | LIVE | 2300 | YES | NO [ NO| NO |TERM | NIL | NIL [NIL | NIL | 500 | NIL 4 |154| 426 18 53 o na | 4 | 64 | 104 | 0 | 104
.. | 24 2500- 23-24.9
72 | 20 | primi | 40 NIL NIL SPONTANEOUS - 6oomins| < | NIL 3 | TAKEN| LIVE | 2700 | YES | NO [NO| NO |TERM | NIL | NIL |NIL| NIL | 2" |253KG| 0 |159| 605 29 | 684 |“07| na | 25 | 54 | 79 | 25 | 54
. . . MALPRE 3001 >/=30
73| 28 | muli | 39+3 | NIL NORMAL | EMERGENCY | facepresentation 480 mins| - | "' ™ 4 | TAKEN | LIVE | 3200 | YES | NO [NO| NO |TERM | NIL | NIL |[NIL | NIL | 300 |3135| 4 [152] 695 30.1 % |50 | ™ | | 65| 65| 0|65
.. | 45 2500- 23049
74 | 21 | primi | 40+4 | NIL NIL VENTOUSSE ecomins| "> | NIL 4 |TAKEN | LIVE | 2500 | YES | NO | NO| NO |TERM | NIL | NIL [NIL | NIL | S50 [253KG| 0 |163| 62 283 | 12 [Ty n | 68 | 44 | 112 | 0 | 112
75 | 26 | primi | 38+4 | NIL NIL EMERGENCY |nonreassuringnst| 3hrs | - NIL 5 |TAKEN| LIVE | 2500 | YES | NO |NO| YES | TERM | NIL |HELLP| NIL | NIL 2350%% 253KG| 0 |156| 746 307 | 854 >(’3= 03)0 na | na | 108 | 108 | o | 108
76 | 23 | multi | 37+1 | NIL C SECTION ELECTIVE previous Iscs ; - NIL 4 |TAKEN|LIVE | 2300 | YES | NO |YES| NO |TERM | NIL | NIL | NIL | NIL 22322' NIL 0 |164| 49 182 57 <(lf)'5 na | na | 8 8 | 06| 74
— | 16 3001 <185
77 | 26 | primi | 39+2 | NIL NIL SPONTANEOUS ; s40mins| | NIL 5 | TAKEN | LIVE [ 3200 | YES | NO | NO| NO [TERM | NIL | NIL |NIL|NL | 5~ |3135| 0 [188| 45 18 585 | " | 24 | 7 | 41| 185 | 24 |11
78 | 27 | primi | 4041 | NIL NIL VENTOUSSE | postmvrepar |470mins|9 mins| NIL 4 |TAKEN|LIVE | 3000 | YES | NO | NO| NO |TERM | NIL | NIL |GDM| NIL éﬁ 253KG| 7 |153| 505 216 59 2;%‘?'2) na | 65 | 23 | 88 | 22 | 66
79 | 25 | multi NIL C SECTION ELECTIVE previous Iscs ; ; NIL 5 |TAKEN|LIVE | 3300 | YES | NO |[NO| NO |[TERM | NIL | NIL | NIL | NIL 33200%) 3135| 7 |156| 56 23 62 2:22:).9 16 | 24 | 2 6 | 24 | 36
. . . PRE 2001 25:20.9
80 | 30 | multi | 34+2 | NIL NORMAL | EMERGENCY | twinsinlabour |120 mins| - NIL 5 | TAKEN | LIVE [22122| YES | NO [ NO| NO | Zoc | NIL [ GHTN | NIL | NIL | 200 | NIL 3 |161| 69 266 8 | | 04 | 28 | 58| 8 |04 |76
. . MALPRE PRE OVE 3001 25:29.9
81 | 33 | muli | 36 MSB | CSECTION ELECTIVE previousIscs ; S Rt 6 | TAKEN | LIVE [ 3400 | YES | NO | NO | NO | 2o | NIL | GHTN | °| NIL | 5o~ | 3135 | 8 [154] 63 266 | 735 |07 na | 78| 27 | 105 | 2 | 85
82 | 23 | primi | 38+6 | NIL NIL SPONTANEOUS - 480 mins mllis NIL 4 |TAKEN|LIVE | 2500 | YES | NO | NO| NO |TERM | NIL | NIL | NIL | NIL éﬁ 253KG| 1 |158| 564 26 62 2;%‘?'2) na | 32 | 24 | 56 | 0 | 56
83 | 20 | primi | 38+6 | NIL NIL SPONTANEOUS ; 600 mins| 10mins|  NIL 5 |TAKEN| LIVE | 2000 | YES | NO |[NO| NO |[TERM | NIL | NIL | NIL | NIL %50%% 253KG| 1 |161| 45 17.4 55 <(1f)'5 o | Na | NA| 10 0o | 10
84 | 30 | primi | 38+1 1/S\TB§F{{'TM NIL INDUCED ; 765 mins| 9 mins|  NIL 4 |TAKEN|LIVE | 1800 | YES | NO |YES| NO |TERM | NIL | NIL | NIL | NIL % NIL 1 |1s0| 55 24.4 59 2?;4)'9 02 | 13| 25| 4 |02 38
85 | 24 | muti | 38+6 | STTRM | \orMAL | SPONTANEOUS ; ; 32 NIL 6 |TAKEN| LIVE | 2700 | YEs | NO [NO| No |TERM | NiL | NiL [ NiL | nic | P9 losake| o |1s2] s2 29 | ss8 |25 | o 2 | 48| 68 | o | 68
ABORT mins 3000 229(2)
.. o 1800 2500- >/=30
86 | 22 | primi | 40+¢2 | NIL NIL EMERGENCY | failed induction | 0 | - NIL 5 | TAKEN| LIVE | 2900 | YES | NO [NO| NO |TERM | NIL [GHTN |NIL | NIL | 2" |253KG| 9 |150| 728 24 % | Taq | M | 37 |145| 182 | 16 | 166
87 | 23 | multi | 37+2 | NIL NORMAL INDUCED ; 360 mins| 6 mins|  NIL 5 |TAKEN|LIVE | 2200 | YES | NO |[NO| NO |[TERM | NIL | NIL | NIL | NIL 1250%% NIL 0 |151| 524 23 616 2?:'3?)'9 na | 36 | 56 | 92 | o | 92
.. 2100 PRE 1500- 185
88 | 21 | primi | 36+6 | NIL NIL EMERGENCY ms Ce |- NIL 6 |TAKEN| LIVE | 1900 | YES | NO |YES| NO | o | NIL | NIL | NIL| NIL | 20~ | NIL 0o |150| 43 191 | 495 |00 na | 08 | 57 | 65 | 06 | 59
.. 1ST TRIM | 16 2500- 185
89 | 27 | primi | 4141 | 7L o0 NIL SPONTANEOUS ; ggomins| | NIL 5 | TAKEN | LIVE [ 2500 | YES | NO | NO| NO [TERM | NIL | NIL |NIL|NIL | S0 |253G| 0 [155| 54 25 60 || O | 35| 25| 6 o | 6
90 | 29 | multi | 4o NIL NORMAL | EMERGENCY | failed induction |600 mins| - NIL 4 |TAKEN|LIVE | 3400 | YES | NO | NO| NO |TERM | NIL | NIL | NIL | NIL 3505%% 3135| 0 |156| 604 248 68 2?;4)'9 15 | 19 | 42 | 76 | 15 | 61
o1 | 29 | primi | 40 |1STTRIM NIL VENTOUSSE | maternd effort | 020 | 30 NIL 5 |TAKEN| LIVE | 3500 | YES | NO [NO| No |TERM| Nt | niL | N | wic | %%Y | 3135 | o |157| s08 243 n |29 55 | 6 3 | 12 |22 9
ABORT mins mins 3500 (3A)
. 1STTRIM . . 2500- <185
o2 | 26 | multi | 38+3 | T o | NORMAL | SPONTANEOUS - 720 mins| 5 mins|  NIL 6 |TAKEN| LIVE [ 2500 | YES | NO [NO| NO |TERM | NIL | NIL |NIL| NIL | 2" |253KG| 0 |157| 429 17.4 55 O na | 73 | 48 | 1221 | 0 | 121
. .. . MALPRE 2500- 185
93 | 25 | muli | 37+3 | NIL CSECTION | EMERGENCY | twinsinlabour |210mins| - (Vo™ 5 | TAKEN | LIVE [2828| YES | NO | NO| NO |TERM | NIL [ NIL |[NIL | NIL | 00 | NIL 4 |154| s12 216 64 || ™ | M | na | 128 | 39 | 89
o4 | 26 | primi | 37+6 | NIL NIL EMERGENCY cpd 480 mins| - CPD 5 |TAKEN| LIVE | 3000 | YES | NO |[NO| NO |TERM| NIL | NIL | NIL | NIL ng NIL 4 |158| 63 252 78 2?'3?)'9 na | na | na | 15 3 | 12
95 | 28 | multi | 38+1 | MSB | CSECTION | EMERGENCY cpd 690 mins| - cPD 8 |TAKEN| LIVE | 3100 | YES | NO |NO| NO |TERM | NIL | GHTN | NIL | NIL 33200%) 3135| 0 |150| 50 22 63 2;%'?'2) na | 82 | 48 | 13 | 23 | 107
96 | 35 | multi | 37+5 1/3\23%'\" CSECTION | EMERGENCY | previouslscs ; - NIL 4 |TAKEN|LIVE | 2600 | YES | NO | NO| NO |TERM | NIL | NIL | NIL | NIL ng NIL 0o |13| 62 265 67 2?'3?)'9 na | na | na 5 | 05 | 45
97 | 21 | muli | 39 1%2;';"' C SECTION ELECTIVE previousscs ; ; NIL 7 |TAKEN| LIVE | 3200 | YES | NO |[NO| NO |[TERM | NIL | NIL | NIL | NIL 33200%) 3135| 0 |150| &35 371 88 >(’3= 03)0 na | na | na | 45 | 03| 48
98 | 22 | primi | 39+2 | NIL NIL EMERGENCY ms 240 mins| - NIL 7 |TAKEN| LIVE | 2000 | YES | NO |NO| NO |TERM| NIL | NIL | NIL [HYPO ng 253KG| 6 |161| 60 231 70 2?;4)'9 na | 32 | 68 | 10 | 23| 77
— . _ PRE 1500- 185
99 | 28 | primi | 33 NIL NIL SPONTANEOUS ; 540 mins|26mins|  NIL 9 | TAKEN | LIVE | 1700 | YES | YES |YES| NO | 2o | NIL | NIL | NIL [HYPO| 2 | NIL 3 |156| 476 196 5 |00 M | 68| 32| 84 | 12|72
100 | 32 | primi | 3742 | 1STTRM NIL EMERGENCY precious ; ; NIL 5 |TAKEN| LIVE | 2700 | YES | No | NO| No |TERM | NiL | Nk [N | N | 290 |osake| o |1s0| 86 24.9 65 |22 na | na | 49 9 |11 79
ABORT pregnancy 3000 (3A)
101 | 20 | primi | 38+3 NIL NIL VENTOUSSE | Poormaema g ool NIL 6 |TAKEN| LIVE | 2700 | YEs | NO [NO| No |TERm | Nt | NiL | NiL | nic | P9 losake| o |1s0| 40 17.8 a7 |5 na | 25 | a5 7 07 | 63
bearing down 3000 (1)
G2PIL . 2500- 185
02| 26 |27 3043 | NIL C SECTION ELECTIVE previous Iscs ; ; NIL 5 | TAKEN | LIVE | 2800 | YES | NO [NO| NO |TERM | NIL | NIL |NIL| NIL | 2" |253KG| 0 |164| 497 22 | 53 |0 M@ | 19| 37 | 56 | 04 | 52
103 | 32 | Primi | 30+3 | NIL NIL EMERGENCY | oligohydrmanios | - ; MSAé',\TTRE 6 |TAKEN|LIVE | 3200 | YES | NO |NO| NO |TERM| NIL | NIL | NIL [HYPO 33200% 3135| 0 |147| 51 236 | 57.1 2?:'32:)'9 na | 14 | 47 | 61 | 1 | 51
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1ST TRIM . . MALPRE 2500- 25-29.9
104| 38 | G2AL | 37+6 | oo te NIL EMERGENCY | breechin labour |720mins| - | o0 4 |TAKEN | LIVE | 2600 | YES | NO | NO| NO |TERM | NIL | NIL [NIL | NIL | T~ |253KG| 0 |158| 65 26 68 |“am | ™ | 17| 33| 3 | 06|36
GaP2L 1ST TRIM . OVE 2500- 25:29.9
105 | 29 | 77| 3742 | S oonr | CSECTION | EMERGENCY | previouslscs - - NIL 5 |TAKEN | LIVE | 2500 | YES | NO [NO| NO [TERM | NIL | NIL || NIL | 20 [25GKG| 6 |153| 65 278 0 | | M 3 2 5 | 09 | 41
106 | 24 | primi | 40+3 | NIL NIL EMERGENCY | " f;ggfs"f 600 mins| L5hrs|  OP 6 |TAKEN|LIVE | 3000 | YES | NO [ NO| NO |TERM | NIL | NIL | NIL | NIL 2350%% 253KG| 0 |167| 495 177 | 615 <(1f)'5 na | 85| 2 | 105 | o | 105
G3PID 1ST TRIM . 3001- 25-29.9
107 | 31 |77 | 383 | Aporr | NORMAL | EMERGENCY cpd 360 mins| - CPD 5 |TAKEN | LIVE | 3100 | YES | NO [NO| NO [TERM | NIL | NIL |NIL|NL | 5~ [3135| 8 |146| 54 253 64 | g | 2 na | 12 | 14 2 | 12
_. . 1320 2500- 25-29.9
108 | 20 | primi | 4043 | NIL NIL EMERGENCY | fed disress | - | - NIL 6 | TAKEN| LIVE | 2800 | YES | NO [NO| NO |TERM | NIL | NIL |NIL| NIL | 50" | NIL o |u6| 55 258 62 | | ™ 1 6 7 5 | 12
.. 1335 . 2500- 185
109 | 25 | primi | 40+2 | NIL NIL INDUCED - o |emins|  NIL 5 |TAKEN | LIVE [ 2900 | YES | NO [NO| NO [TERM | NIL | NIL |NIL| NIL | 2% [253KG| 0 |156| 45 185 65 | o ™ |102] 10 | 205 | 56 | 149
G2PIL . . 2500- 185
10| 28 P9 3941 | NIL NORMAL | SPONTANEOUS prom 268mins| 1min | NIL 4 |TAKEN | LIVE | 2500 | YES | NO | NO| NO |TERM | NIL | NIL [NIL | NIL | T~ [253KG| 0 |162| 56 213 0 e ™ 7 7 14 | 4 | 10
. reverse end NOT PRE 18.5-
11| 26 | primi | 20+2 | NIL NIL EMERGENCY | SeCt - - NIL 6 |raen | LIVE | 680 | YES | YES |YES| YES | —on | NIL | PE | NIL| NIL |501-1000 NIL 0 |1s6| 48 19.7 5 |po@| 12 | 54| 12| 78 | 26| 52
G2PIL o 1680 2500- 185
w2 | 21 |ZaTea | FSB NORMAL | EMERGENCY | failedinduction | 0 | - NIL 8 | TAKEN| LIVE [ 2600 | YES | NO | NO| NO |TERM | NIL | NIL |NIL|NIL | 50~ |253KG| 0 |144| 42 203 58 | o 1 | 48| 102] 16 | 18 | 142
G3P2L . 3001- 25-29.9
us| 25 |77 37 NIL C SECTION ELECTIVE previous Iscs - - NIL 6 |TAKEN | LIVE | 3400 | YES | NO [NO| NO [TERM | NIL | NIL |NIL|NL | 5~ [3135| 0 |146| 54 253 63 |“g | ™ 2 7 9 | 14| 76
114 | 34 Gslpzl_ 37 d'i?rite' C SECTION ELECTIVE previous Iscs - - NIL 7 |TAKEN| LIVE | 2000 | YES | NO |NO| YES |TERM | NIL | PE | NIL | NIL 250%% 253KG| 0 |161| 68 26.2 82 2?:-3%9;.9 06 | 104 5 16 | 35 | 125
G2P1IL . 2500- 185
15| 31 |97 a5 | NIL C SECTION ELECTIVE previous Iscs - - NIL 5 |TAKEN | LIVE [ 2800 | YES | NO [ NO| NO |TERM | NIL | NIL |NIL|NIL | 2% [253KG| 0 |[152| 466 202 58 |pop| ™ | 66 | 48 | 114 | 4 | 74
116 | 28 | primi | 37 NIL CSECTION | EMERGENCY ms 300 mins| - NIL 7 |TAKEN| LIVE | 2800 | YES | NO |[NO| NO |[TERM | NIL | NIL | NIL | NIL 250%% 253KG| 0 |161| 48 185 56 2;%?2) 14 | 26 | 4 8 2 | 6
.. . . PRE 1500- 185
117 | 26 | primi | 36+4 |  NIL NIL EMERGENCY | fetd distress |720mins| - NIL 5 | TAKEN | LIVE | 1600 | YES | YES [YES| NO | con | NIL | NIL | NIL| NIL | 20 | NIL 1 |159| 564 23 64 | ol 36 | 24 | 14| 74 | 1 | 64
118 | 34 Glsti" 37+6 d'i‘?rite' C SECTION ELECTIVE previous Iscs - - NIL 6 |TAKEN| LIVE | 2500 | YES | NO |NO| NO |TERM| NIL | NIL | NIL [HYPO 250%% 253KG| 0 |154| 52 219 64 2;%?2) 12 | 5 | 58| 12 2 | 10
119 | 30 Gf":iL 3745 1%;{#\" C SECTION ELECTIVE previous Iscs - - NIL 7 |TAKEN | LIVE | 2000 | YES | NO |NO| NO |TERM| NIL | NIL | NIL [HYPO 23%%% 253KG| 6 |149| 40 18 54 <(lf)'5 24 | 58 | 58 | 14 | 4 | 10
120 | 24 |C32L| gg4p | At | oAl | sSPONTANEOUS - 210 mins| NIL 5 |TAKEN| LIVE | 2300 | YES | NO |NO| NO |TERM | NiL | NiL | NiL [HYPO| 2%% | L 0o |1s0| 52 231 70 |29 3 5 | 10 | 18 3 | 15
1D1 birth mins 2499 (3A)
121| 32 | GeAl | 3745 1%;{#\" NIL EMERGENCY | fetal distress - - NIL 4 |TAKEN| LIVE | 1600 | YES | YES |YES| NO |TERM | NIL | NIL | NIL | NIL 12%%% NIL 6 |146| 51 239 55 2?;4)'9 14 | 06 | 2 4 0o | 4
.. 1380 | 18 2500- 185
122 | 25 | primi | 30+2 | NIL NORMAL | SPONTANEOUS - ’ ; NIL 4 |TAKEN|LIVE | 2600 | YES | NO | NO| NO |TERM | NIL | NIL | NIL | NIL 253KG| 0 |154| 52 219 64 04 | 56 | 6 12 | 09 | 111
mins mins 3000 229(2)
G3PID died after | 25 NOT PRE 23-24.9
23| 24 |7 2w | 0SS | csECTION INDUCED pprom 840 mins| = | NIL 2 | racen | FSB | 680 | NO | NO [NO| NO | Zon | NIL | NIL | NIL | NIL |501-1000 NIL 0 |154| 584 246 60 |“Gay | ™ | 16| O 16 | 04 | 12
124 | 28 | primi | 30+1 | NIL NIL SPONTANEOUS - 420 mins niﬂs NIL 5 |TAKEN| LIVE | 2100 | YES | NO [NO| NO |[TERM | NIL | NIL | NIL | NIL 223%%;' NIL 0 |156| 504 20.7 58 2;%'?'2) na | 36 | 4 76 | 16 | 6
125 | 25 | primi | 38 NIL NIL EMERGENCY | oligohydramnios [960 mins| - NIL 7 |TAKEN| LIVE | 2700 | YES | NO [NO| NO |[TERM | NIL | NIL | NIL | NIL 23%%% 253KG| 1 |152| 53 229 60 2;%‘?'2) 02 | 48 | 22 | 72 | 24 | 48
19/
126 | 25 Gzlpl" 35 NIL NORMAL | EMERGENCY | twinsin labour - - NIL 5 | TAKEN | LIVE |Unkno| YES | NO | NO | NO TPE';',E\A NIL | ONIL | NIL | NIL 1250%% NIL 0 |144| 48 231 55 2?;4)'9 08 | 22 | s 8 | o8| 72
wn
127 | 24 | primi | 39+4 | 1SLTRM NIL VENTOUSSE - 1920 14 omins|  PPH 4 |TAken|uvE | 3300 | YES | No [No| No | TERM| NiL | niL [ mic | ni | 3% 3135 | o [151| 54 237 65 | 23249] 2 5 1 4 | 7
ABORT mins 3500 (3A)
128 | 29 | primi | 37+6 | NIL NIL EMERGENCY | 2nd stagearrest |390 mins|30mins|  NIL 4 |TAKEN|LIVE| 2700 | YES | NO | NO| YES |TERM | NIL | NIL | NIL | NIL 250%% 253KG| 0 |160| 54 211 62 2;%'?'2) 4 2 2 8 4 | 4
129 | 26 | primi | 37+43 | NIL NIL EMERGENCY | fetd distress [180mins| - PPH 6 |TAKEN| LIVE | 3300 | YES | NO |NO| YES |TERM | NIL | NIL |GDM| NIL 33?0%) 31-35| 0 |155| 40 16,6 61 <(lf)'5 5 8 8 21 5 | 16
130 | 24 [P ager | L NIL EMERGENCY md 1200 NIL 8 |TAKEN| LIVE | 3200 | YES | NO | NO| NO |TERM | NiL [eHTN | NiL | N | 3% 3135 | o |154| 86 236 79 |22 4 | 76 | 114 23 4 | 19
1A1 mins 3500 (3A)
G2P1IL . 2500- 185
131 28 || 386 | NIL C SECTION ELECTIVE previous Iscs - - NIL 7 | TAKEN | LIVE | 2700 | YES | NO [NO| NO [TERM | NIL | NIL |NIL| NIL | 20" [25GKG| 7 |158| 54 216 65 | ol © | 28| 5 78 | o | 78
G3PIL 1ST TRIM . 2500- 23-24.9
132 | 29 |7 | 8ev2 | Rp o | CSECTION ELECTIVE previous Iscs - - NIL 8 |TAKEN| LIVE [ 2900 | YES | NO | NO| NO |TERM | NIL | NIL |NIL| NIL | 50~ |253KG| 0 |164| 64 238 7 |“an | 05 | 35| 6 0 | 1|1
G2PIL 1 2500- 185
133 29 |77 39 NIL NORMAL INDUCED - 720mins| - | NIL 6 |TAKEN | LIVE | 2800 | YES | NO [NO| NO [TERM | NIL | NIL |NIL| NIL | 20" [253KG| 4 |156| 47 193 | 625 |, 00| 05 | 65 | 85 | 155 | 2 | 135
134 | 25 GSZPZ" 37+4 | NIL CSECTION | EMERGENCY | previouslscs - - MSAé',\TTRE 7 |TAKEN | LIVE | 2500 | YES | NO |[NO| NO |[TERM | NIL | NIL | NIL | NIL 250%% 253KG| 0 |148| 454 20.7 51 2;%52'2) 03 | 3 | 23| 56 |06 5
135 | 25 GZlPlL 4042 | NIL NORMAL | EMERGENCY  |non reassuring nst| 480 mins| - NIL 4 TZS;N LIVE | 3200 | YES | NO |NO| NO |TERM | NIL | NIL | NIL | NIL 205%%) 31-35| 0 |162| 64 24.4 75 2?;4)'9 na | na | na 9 4 | s
136 | 19 | primi | 38+4 | NIL NIL INDUCED - 720 mins mzlis NIL 6 |TAKEN| LIVE | 2500 | YES | NO |[NO| NO |[TERM | NIL | NIL | NIL | NIL 250%% 253KG| 0 |156| 526 216 | 635 2;%'?'2) 06 | 86 | 29 | 109 | 21 | 88
.. 1080 2500- 185
137 | 28 | primi | 40+4 | NIL NIL EMERGENCY ms s | NIL 6 |TAKEN | LIVE | 2500 | YES | NO [NO| NO [TERM | NIL | NIL |NIL| NL | 20" [253KG| 6 |162| 53 202 66 |pop| 08 | 82 | 4 13 | 08 | 122
138 | 22 | primi | 38+3 | NIL NIL INDUCED - 720 mins mllis NIL 6 |TAKEN| LIVE | 2000 | YES | NO |NO| NO |TERM | NIL |GHTN | NIL | NIL 223%%;' NIL 1 |155| 44 183 | 595 <(1f)'5 0 6 | 95 | 155 | 4 |15
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139 | 24 GnglL 39+3 dl‘;jrita’ C SECTION EMERGENCY previouslscs | 360 mins - NIL 4 TAKEN | LIVE | 2900 | YES | NO | NO NO | TERM NIL NIL NIL | NIL 2350%% 2.5-3KG 0 148 58 26.5 66 2?;39)'9 na 2 6 8 0 8
140 | 26 | G2Al | 38+5 NIL NIL SPONTANEOUS - 660 mins mllis NIL 6 TAKEN | LIVE | 2700 | YES | NO | NO| NO |TERM | NIL NIL | NIL | NIL i,%%% 2.5-3KG 0 152 | 40.8 17.7 50 <(lf)'5 24 2.6 42 9.2 24 | 68
G3P2L deep transverse | 2880 83 PROLON 3001- <185
141 | 27 41+2 NIL NORMAL EMERGENCY e . . GED 5 TAKEN | LIVE | 3200 | YES | NO | NO NO | TERM NIL NIL NIL | NIL 3.1-35 0 153 36.5 15.6 48 ' na 55 6 115 25 9
2 arrest mins mins 3500 1)
LABOUR
G3P2L . MALPRE PRE 2001- 23-24.9
142 | 26 11 36+4 NIL C SECTION EMERGENCY previous Iscs - - SENT 5 TAKEN | LIVE | 2200 | YES | NO | NO | NO TERM NIL NIL | NIL | NIL 2499 NIL 0 153 | 55.2 236 65 (3A) 0.8 6.5 25 9.8 0.8 9
. . ’ PRE 2001- <185
143 | 25 | primi | 36+6 NIL NIL SPONTANEOUS - 960 mins| 5 mins NIL 8 TAKEN | LIVE | 2400 | YES | NO | NO NO TERM NIL NIL NIL | NIL 2499 NIL 0 150 36 16 49.5 N 0.6 6.4 6.5 135 55 8
144 | 38 | G2Al | 37+4 ISTTRIM NIL EMERGENCY precious - - NIL 7 TAKEN | LIVE | 2500 | YES | NO | NO| NO |TERM | NIL NIL | NIL | NIL 2500- 2.5-3KG 0 157 68 276 80 25299 0.8 12 10 12 12 | 108
ABORT pregnancy 3000 (3B)
G2P1L . 15 2500- <185
145 | 31 1 39+3 NIL NORMAL INDUCED - 180 mins mins NIL 5 TAKEN | LIVE | 2600 | YES | NO | NO NO | TERM NIL NIL NIL | NIL 3000 2.5-3KG 0 156 40 16.4 48 N 24 22 34 8 24 5.6
o . 43 NOT MODER 3001- <185
146 | 24 | primi | 40+4 NIL NIL SPONTANEOUS - 390 mins mins NIL 4 TAKEN MSB | 3300 | NO | NO | NO| NO | TERM ATE GHTN | NIL | NIL 3500 3.1-35 5 153 42 17.9 50 o na 4 4 8 14 | 66
non progress of 2880 PROLON 2500- 25-29.9
147 | 31 | primi | 37+2 NIL NIL EMERGENCY prog . - GED 7 TAKEN | LIVE | 2500 | YES | NO | NO NO | TERM NIL GHTN | NIL |HYPO 2.5-3KG 0 156 68 279 85 ’ 14 5.2 10.2 16.8 25 | 143
labour mins 3000 (3B)
LABOUR
148 | 27 G3P2L 39 dleQafter C SECTION ELECTIVE previous Iscs - - NIL 7 TAKEN | LIVE | 3700 | YES | NO [ NO| NO |TERM | NIL NIL | NIL | NIL 3501- >3.5-4 0 151 44 19.3 55 185 2 18 7.2 10.2 2 8.2
1D1 birth 4000 22.9(2)
149 | 21 | primi | 38+3 NIL NIL INDUCED - 300 mins 14 NIL 4 NOT LIVE | 1800 | YES | YES | NO NO | TERM NIL GHTN | NIL | NIL 1500- NIL 2 159 50.6 20 57.8 185 na 4.2 3 7.2 18 54
mins TAKEN 2000 ) T 12292 ) ) ' '
POST
G4P3L . 16 2001- <185
150 | 37 3 40+2 NIL NORMAL INDUCED - 370 mins mins NIL 5 TAKEN | LIVE | 2400 | YES | NO [ NO| NO |DATIS| NIL | GHTN | NIL | NIL 2499 NIL 0 149 | 364 16.4 55 ) -24 | 105 | 105 21 16 | 194
M
G3P2L . 2500- 185
151 | 32 2 39 NIL C SECTION ELECTIVE previous Iscs - - NIL 12 TAKEN | LIVE | 3000 | YES [ NO | NO NO | TERM NIL NIL NIL | NIL 3000 2.5-3KG 0 149 48.4 21.8 64.5 29(2) 26 na na 16.1 26 | 135
152 | 20 | primi | 37+6 NIL NORMAL | SPONTANEOUS - 420 mins|35mins|  NIL 8 TAKEN | LIVE | 2800 | YES | NO [ NO| NO |TERM | NIL NIL | NIL | NIL é%%% 2.5-3KG 0 163 | 56.2 212 75 2;89522) 0.3 10 85 18.8 38 15
1920 20 PROLON 2500- <185
153 | 19 | primi NIL NIL EMERGENCY 2nd stage arrest . i GED 7 TAKEN | LIVE | 3000 | YES | NO | NO NO | TERM NIL NIL NIL | NIL 2.5-3KG 0 153 42.6 18.2 50 ' -0.6 25 55 74 -0.6 8
mins mins 3000 1)
LABOUR
154 | 28 GZlPlL 35+6 NIL C SECTION EMERGENCY | oligohydramnios - - NIL 5 TAKEN | LIVE | 2400 | YES | YES |YES| NO TZF\I;IIE\/I NIL NIL | NIL | NIL 223219 NIL 1 149 84 37.8 89 >(/;§)0 0.2 16 3.2 5 02 | 48
155 | 24 | primi | 35+3 NIL NIL EMERGENCY fetal distress 210 mins - NIL 6 TAKEN | LIVE | 2600 | YES | NO | NO NO TZRRIIE\/I NIL NIL NIL | NIL 2350%% 2.5-3KG 3 156 54.8 225 62 2;'895(2) 28 26 34 8.8 12 7.6
156 | 21 | primi | 39+2 NIL NIL SPONTANEOUS - 360 mins rriis NIL 6 TAKEN | LIVE | 2500 | YES | NO [ NO| NO |TERM | NIL NIL | NIL | NIL i,%%% 2.5-3KG 0 160 52 20.3 65 2;89522) na 48 7.2 12 16 | 104
157 | 25 | primi NIL NIL EMERGENCY fetal distress  [420 mins - NIL 12 TAKEN | LIVE | 2800 | YES | NO | NO NO | TERM NIL NIL NIL | NIL 2350%% 2.5-3KG 0 160 65 254 7 2?—3?39).9 na na 12 12 0 12
G2P1L . . 3001- 18.5-
158 | 26 1 37 NIL C SECTION EMERGENCY previouslscs (120 mins| - NIL 7 TAKEN | LIVE | 3300 | YES | NO [ NO| NO |TERM | NIL NIL | NIL | NIL 3500 3.1-35 8 155 51 21.2 72 29(2) 04 10.6 10 21 3 18
22 POST OVE 3001- 185
159 | 30 | g2plll| 40+1 NIL C SECTION VBAC - 300 mins i NIL 5 TAKEN | MSB | 3500 NO NO | NO NO | DATIS| NIL NIL NIL 3.1-35 0 152 48.6 21 62 . 39 25 7 134 39 95
mins M RT 3500 229(2)
- . . NOT 2500- <185
160 | 21 | primi | 38+2 NIL NIL SPONTANEOUS - 720 mins| 3mins| NIL 4 TAKEN LIVE | 2600 | YES | NO | NO| NO |TERM | NIL NIL | NIL | NIL 3000 2.5-3KG 0 149 | 31.6 14.2 36 o na 18 2.6 44 0 44
161 | 20 | primi | 38+1 NIL NIL VENTOUSSE fetal distress  |600 mins n’iis NIL 5 TAKEN | LIVE | 2500 | YES | NO | NO NO | TERM NIL NIL NIL | NIL 2350%% 2.5-3KG 0 149 425 19.1 49 2;'895(2) na 31 34 6.5 0 6.5
162 | 28 | primi | 39+2 NIL NIL INDUCED - 660 mins| 6 mins|  NIL 4 TAKEN | LIVE | 2800 | YES | NO [ NO| NO |TERM | NIL NIL | NIL | NIL 23% 2.5-3KG 1 152 | 388 16.8 45 <(lf)'5 12 34 16 6.2 1.2 5
- 1320 27 2500- 18.5-
163 | 24 | primi | 38+2 NIL NIL VENTOUSSE - : . NIL 4 TAKEN | LIVE | 2700 | YES | NO | NO NO | TERM NIL NIL NIL | NIL 2.5-3KG 0 157 55 223 64.5 na 3 6.5 9.5 0 95
mins mins 3000 229(2)
. NOT 2500- 185
164 | 31 | g3p22 | 37+6 NIL C SECTION EMERGENCY previous Iscs - - NIL 5 TAKEN LIVE | 2700 | YES | NO | NO| NO |TERM | NIL NIL | NIL | NIL 3000 2.5-3KG 0 152 | 46.2 20 57.8 29(2) na na na 11.6 0 116
165 | 30 | primi 38 NIL NIL SPONTANEOUS - 480 mins|10mins NIL 7 TAKEN | LIVE | 2700 | YES | NO | NO NO | TERM NIL NIL NIL | NIL 2350%% 2.5-3KG 0 160 79 30.9 85 >(/3:g)0 -0.6 16 5 6 -0.6 6.6
166 | 27 GZTD 38+3 dleb(?:rf]ter NORMAL EMERGENCY cpd 750 mins rriis NIL 6 TAKEN | LIVE | 3100 | YES | NO [ NO| NO |TERM | NIL NIL | NIL | NIL ?505%% 3.1-35 14 154 64 27 75 2?3%39)9 16 2.2 7.2 11 16 | 94
167 | 22 | primi | 38+3 NIL NIL EMERGENCY | 2nd degree arrest | 510 mins n’(\slcris NIL 8 TAKEN | LIVE | 2700 | YES | NO | NO NO | TERM NIL NIL NIL | NIL 2350%% 2.5-3KG 0 152 825 35.7 120 >(/3:g)0 21 54 30 375 21 | 354
G3P2L . NOT PRE 1500- 18.5-
168 | 27 5 35+3 NIL NORMAL EMERGENCY fetal distress - - NIL 5 TAKEN LIVE | 1200 | YES | YES |YES| YES TERM NIL | GHTN | NIL | NIL 2499 NIL 1 151 | 46.8 20.5 60 292) 14 18 10 132 14 | 118
- 1200 25 3001- 18.5-
169 | 23 | primi | 39+3 NIL NIL INDUCED - i : NIL 5 TAKEN | LIVE | 3100 | YES | NO | NO NO | TERM NIL NIL NIL [HYPO 3.1-35 1 152 46.7 20.2 56 na 7.3 2 9.3 23 7
mins mins 3500 229(2)
G3P2L . 2500- 185
170 | 32 5 39 NIL C SECTION ELECTIVE previous Iscs - - NIL 8 TAKEN | LIVE | 3000 | YES | NO [ NO| NO |TERM | NIL NIL | NIL | NIL 3000 2.5-3KG 0 149 | 484 218 64.5 29(2) 16 2 115 | 151 26 | 125
171 | 20 | primi | 37+6 NIL NIL SPONTANEOUS - 480 mins n’iis NIL 9 TAKEN | LIVE | 2800 | YES | NO | NO NO | TERM NIL NIL NIL | NIL 2350%% 2.5-3KG 5 163 56.2 212 75 2;'895(2) 38 6.5 85 18.8 38 15
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172 | 22 |g2plLl| 37+4 NIL NORMAL EMERGENCY fetal distress - - NIL 7 TAKEN | LIVE | 2300 | YES | NO | NO NO | TERM ATE NIL NIL | NIL 2499 NIL 15 144 43 20.7 56.6 229 (2) na 6.2 74 136 3.2 104
173 | 38 GzllaleL 39+6 1,?:;;3:{'1'-\/' NORMAL | SPONTANEOUS - 740 mins|{23mins|  NIL 9 TAKEN | LIVE | 2900 | YES | NO | NO| NO | TERM | NIL NIL | NIL | NIL ?3000 2.5-3KG 5 157 | 56.8 23 70 2?:;’2:)'9 -0.8 6 8 13.2 24 | 108
174 | 28 G3P2L 40+3 dlef.Jafta’ NIL INDUCED - 315 mins 2.4 NIL 8 TAKEN | LIVE | 3100 | YES | NO | NO NO | TERM NIL NIL NIL | NIL 2500- 3.1-35 0 162 57.8 22 72 18.5 12 6.4 6 13.6 0.8 | 128
1D1 birth mins 3000 229(2)
175 | 32 Giﬁ" 37+2 1,?:;;3:{'1'-\/' C SECTION EMERGENCY previous Iscs - - NIL 4 TAKEN | LIVE | 2500 | YES | NO | NO| NO | TERM | NIL NIL | NIL | NIL ?3000 2.5-3KG 0 149 | 40.2 18.1 475 <(lf)'5 na 2.6 4.7 73 0 7.3
G2P1L - PRE <185
176 | 24 1 36+1 NIL NORMAL EMERGENCY twinsin labour - - NIL 8 TAKEN | LIVE [1.7/1.6| YES | NO | NO NO TERM NIL NIL NIL | NIL [1500-200( NIL 9 151 36 15.8 53 N 22 5.8 9 17 6.6 | 104
- . 40 PRE 1500- 23-24.9
177 | 29 | primi | 33+3 NIL NIL SPONTANEOUS - 360 mins| . NIL 4 TAKEN | LIVE | 1800 | YES | YES |YES| NO NIL NIL | NIL | NIL NIL 0 154 | 56.4 238 62 1.6 na na 5.6 16 4
mins TERM 2000 (3A)
- 1140 19 2500- 18.5-
178 | 28 | primi | 40+1 NIL NIL INDUCED - . . NIL 8 TAKEN | LIVE | 3000 | YES | NO | NO NO | TERM NIL NIL NIL | NIL 2.5-3KG 0 153 51.6 22 65 0.7 59 6.8 134 24 11
mins mins 3000 229(2)
179 | 23 GZlPlL 42 NIL NORMAL INDUCED - 540 mins| 5mins|  NIL 8 TAKEN | LIVE | 3400 | YES | NO | NO| NO | TERM Mg_?EER NIL | NIL | NIL ?505%% 3.1-35 0 145 | 46.4 221 60 2;89522) 0.6 4.8 10 154 32 | 122
3plll 1ST TRIM 109 PROLON 2500- 23-24.9
180 | 31 gep 37+6 NORMAL INDUCED - 300 mins X GED 8 TAKEN | LIVE | 2900 | YES | NO | NO NO | TERM NIL NIL NIL | NIL 2.5-3KG 0 156 59 24.2 64 ’ -3.4 28 8.6 8 -34 | 114
Al ABORT mins 3000 (3A)
LABOUR
nonprogress of 1200 PROLON 2500- 18.5-
181 | 23 | primi | 40+1 NIL NIL EMERGENCY prog ] - GED 8 TAKEN | LIVE | 2800 | YES | NO | NO| NO | TERM | NIL NIL | NIL | NIL 2.5-3KG 0 152 | 49.8 21.6 62 . 14 338 7 12.2 04 | 118
labour mins 3000 229 (2)
LABOUR
G2P1L ) ) 2001- 18.5-
182 | 23 1 38 NIL C SECTION EMERGENCY previouslscs | 180 mins - NIL 8 TAKEN | LIVE | 2300 | YES | NO [YES| NO | TERM NIL GHTN | NIL | NIL 2499 NIL 0 162 55.4 211 72 29(2) 0.2 8.4 8 16.6 3 13.6
183 | 33 G2P1L 38+3 NIL NORMAL VENTOUSSE poor_matemal 360 mins 1.5 NIL 6 TAKEN | LIVE | 3000 | YES | NO | NO| NO | TERM | NIL NIL | NIL | NIL 2500- 2.5-3KG 0 152 | 54.4 235 69 23249 na 4 106 | 14.6 16 13
1 bearing down mins 3000 (3A)
1320 22 PROLON CHR 3001- 18.5-
184 | 21 | primi | 38+5 NIL NIL INDUCED - : i GED 7 TAKEN | LIVE | 3200 | YES | NO | NO NO | TERM NIL NIL | NIL 3.1-35 0 163 56.4 21.2 70.8 . 22 54 6.8 144 38 | 106
mins mins HTN 3500 229(2)
LABOUR
185 | 21 | primi | 39+4 NIL NIL EMERGENCY msl 360 mins| - NIL 7 TAKEN | LIVE | 3300 | YES | NO | NO| NO | TERM | NIL NIL | NIL | NIL ?é%%t 3.1-35 0 155 42 175 60.5 <(lf)'5 0.8 121 | 56 185 6 125
. ) 15 2001- 25-29.9
186 | 24 | primi | 37+1 NIL NIL INDUCED - 420 mins mins NIL 5 TAKEN | LIVE | 2400 | YES | NO | NO NO | TERM NIL NIL NIL | NIL 2499 NIL 0 153 65 27.8 74 (3B) na 54 3.6 9 22 6.8
187 | 25 |G2plLl| 39 NIL NORMAL EMERGENCY | 2nd stagearrest 510 mins rr?lis NIL 5 TAKEN | LIVE | 2800 | YES | NO | NO| NO | TERM | NIL NIL | NIL | NIL é%%% 2.5-3KG 0 148 | 424 194 49.5 2;89522) na 2.8 4.3 7.1 0 7.1
G4P1L 1ST TRIM ) ) 2500- 18.5-
188 | 28 1A2 39+6 ABORT NORMAL EMERGENCY breech in labour | 720 mins - NIL 7 TAKEN | LIVE | 2800 | YES | NO | NO NO | TERM NIL NIL NIL | NIL 3000 2.5-3KG 7 154 52 219 66 229 (2) na na na 14 6 8
G2P1L . . 2001- 18.5-
189 | 24 1 37+3 NIL C SECTION EMERGENCY previouslscs |240 mins| - NIL 6 TAKEN | LIVE | 2200 | YES | NO |YES| NO | TERM | NIL NIL | NIL | NIL 2499 NIL 0 146 44 20.6 54 229(2) na 5 5 10 22 7.8
190 | 21 | primi | 39+4 NIL NIL EMERGENCY msl 360 mins - NIL 6 TAKEN | LIVE | 3300 | YES | NO | NO NO | TERM NIL NIL NIL | NIL 3;(;(())](_) 3.1-35 0 155 42 175 58.2 <g'f)'5 0.8 121 33 16.2 0.8 | 154
G2P1L . 3001- 25-29.9
191 | 25 1 38+6 NIL C SECTION ELECTIVE previous Iscs - - NIL 8 TAKEN | LIVE | 3100 | YES | NO | NO| NO | TERM | NIL NIL | NIL [HYPO 3500 3.1-35 0 150 | 58.6 26 72 (38) 34 2.6 7.4 134 38 | 96
- . 18 2500- <185
192 | 23 | primi | 38+3 NIL NIL INDUCED - 810 mins mins NIL 9 TAKEN | LIVE | 2500 | YES | NO | NO NO | TERM NIL NIL NIL | NIL 3000 2.5-3KG 4 158 35 14 49.5 N 18 59 6.8 145 31 114
193 | 24 | primi | 39+3 NIL NIL EMERGENCY | oligohydrmanios - - NIL 4 TAKEN [ LIVE | 2700 | YES | NO | NO| NO | TERM | NIL NIL | NIL | NIL ?3000 2.5-3KG 0 154 | 515 217 59 2;89522) na 31 4.4 75 0.5 7
G2P1L h 3001- <185
194 | 26 1 37 NIL C SECTION EMERGENCY previous Iscs - - NIL 5 TAKEN | LIVE | 3300 | YES | NO | NO NO | TERM NIL NIL NIL | NIL 3500 3.1-35 8 155 414 17.2 51 1) 0.6 34 5.6 9.6 0.6 9
195 | 22 | primi | 39+6 NIL NIL EMERGENCY cpd 360 mins| - CPD 7 TAKEN | LIVE | 3500 | YES | NO | NO| NO | TERM | NIL NIL | NIL | NIL ?505%% 3.1-35 0 153 56 239 721 ZZZAL‘)'Q 4.6 3.9 7.6 16.1 46 | 115
196 | 30 szlL 36 NIL C SECTION EMERGENCY previous Iscs - - NIL 7 TAKEN | LIVE | 3200 | YES | NO | NO NO TPET?IIE\/I NIL GHTN |GDM| NIL 3;(;(())](_) 3.1-35 8 164 86 32 110 >(/3:g)0 0.8 9.2 14 24 0.8 | 232
non progress of POST 3001- 18.5-
197 | 27 | primi | 40+3 NIL NIL EMERGENCY prog 210 mins| - OP 4 TAKEN | LIVE | 3300 | YES | NO | NO| NO |DATIS| NIL NIL | NIL | NIL 3.1-35 0 154 44 18.6 49.2 . na 24 2.8 52 0 5.2
labour M 3500 229(2)
- 1140 2500- <185
198 | 27 | primi | 38+5 NIL NIL EMERGENCY prolonged prom mins - NIL 5 TAKEN | LIVE | 3000 | YES | NO | NO NO | TERM NIL NIL NIL | NIL 3000 2.5-3KG 1 156 44.6 18.3 52.5 N 14 24 4.1 7.9 14 6.5
s - MODER 2500- <185
199 | 28 | primi 37 NIL NIL EMERGENCY op position 45 hrs - OP 5 TAKEN | LIVE | 2700 | YES | NO | NO| NO | TERM ATE NIL | NIL | NIL 3000 2.5-3KG 4 165 45 16.5 65 ) 35 7.9 8.6 20 35 | 165
200 | 24 | primi | 39+3 NIL NIL EMERGENCY | oligohydramnios | 270 mins - NIL 8 TAKEN | LIVE | 1700 | YES | YES [YES| NO | TERM NIL NIL NIL | NIL 254%% NIL 0 155 44.6 18.6 58.5 2;'895(2) -0.6 6 85 139 22 11.7
- 1080 . 2500- 25-29.9
201 | 24 | primi 39 NIL NIL INDUCED - mins 36mins| PPH 7 TAKEN | LIVE | 2900 | YES | NO | NO| NO | TERM | NIL NIL | NIL | NIL 3000 253KG| 14 157 62 25.2 78 (38) 25 5 8.6 16.1 25 | 136
G3P2L gestational MALPRE NOT PRE OVE 3001- 25-29.9
202 | 33 D1 36 FSB C SECTION ELECTIVE hypertension - - SENT 8 TAKEN LIVE | 3400 | YES | YES |YES| NO TERM NIL GHTN RT NIL 3500 3.1-35 8 144 56 27 64 (3B) 15 25 4 8 15 6.5
2160 60 PROLON POST 3001- 23-24.9
203 | 25 | primi | 40+3 NIL NIL EMERGENCY | 2nd stage arrest ) ] GED 7 TAKEN | LIVE | 3100 | YES | NO | NO| NO |DATIS| NIL NIL | NIL | NIL 3.1-35 0 158 60 24 72 ' 18 32 7 12 18 | 10.2
mins mins 3500 (3A)
LABOUR M
G2P1L ) 2500- 18.5-
204 | 22 1 38 NIL C SECTION EMERGENCY previous Iscs - - NIL 6 TAKEN | LIVE | 2900 | YES | NO | NO NO | TERM NIL NIL NIL | NIL 3000 2.5-3KG 1 146 48 225 58.4 29(2) na na na 10.4 0 104
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G3P2L ) 19 2500- 18.5-
205 | 30 2 38 NIL NORMAL SPONTANEOUS - 230 mins mins NIL 8 TAKEN | LIVE | 2800 | YES | NO | NO NO | TERM | MILD NIL [GDM |HYPO 3000 2.5-3KG 0 148 48 219 59 29(2) 0.5 35 7 11 0.5 | 105
G3P1L 1ST TRIM 28 POST 3001- <185
206 | 25 40 NORMAL INDUCED - 735mins| NIL 4 TAKEN | LIVE | 3300 | YES | NO | NO| NO |DATIS| NIL NIL | NIL | NIL 3.1-35 0 160 | 46.5 18.2 55 ’ 15 2.8 4.2 85 15 7
1A1 ABORT mins M 3500 @
207 | 20 | G3A2 | 38+6 ISTTRIM NIL EMERGENCY | oligohydramnios 27.00 - NIL 8 TAKEN | LIVE | 2300 | YES | NO | NO NO | TERM NIL NIL NIL | NIL 2001- NIL 0 161 66 255 80 25299 0.8 5.2 8 14 24 | 116
ABORT mins 2499 (3B)
208 | 24 | primi | 38+6 NIL NIL SPONTANEOUS - 360 mins rrigs NIL 10 |TAKEN | LIVE | 2390 | YES | NO | NO| NO | TERM | NIL NIL | NIL | NIL 223219 NIL 0 154 | 60.2 254 72 2?;;)'9 -1.2 55 75 118 | -1.2 | 13
G3P1L 2ND TRIM ) 2500- 23-24.9
209 | 25 1A1 38+2 ABORT C SECTION EMERGENCY previous Iscs - - NIL 6 TAKEN | LIVE | 3000 | YES | NO | NO NO | TERM NIL NIL NIL | NIL 3000 2.5-3KG 0 144 48.5 234 59 (A -0.3 38 7 10.8 -03 | 111
G2P1L . 2500- <185
210 | 32 1 39+1 NIL C SECTION ELECTIVE previous Iscs - - NIL 4 TAKEN | LIVE | 3000 | YES | NO | NO| NO | TERM | NIL NIL | NIL | NIL 3000 2.5-3KG 5 157 | 425 17.2 55 ) na 6.1 6.4 125 0 125
G2P1L ) ; 3001- 23-24.9
211 | 25 1 38+1 NIL C SECTION EMERGENCY previous Iscs 60 mins - NIL 7 TAKEN | LIVE | 3100 | YES | NO | NO NO | TERM NIL NIL NIL | NIL 3500 3.1-35 0 152 55.6 241 66 (3A) na na na 10.4 16 8.8
G3P2L . 3001- 25-29.9
212 | 33 2 37+4 NIL C SECTION ELECTIVE previous Iscs - - NIL 4 TAKEN | LIVE | 3100 | YES | NO | NO| NO | TERM | NIL NIL | NIL | NIL 3500 3.1-35 0 155 70 29.1 82 (38) 05 na na 12 05 | 115
G4P1L 1ST TRIM ) ) 2500- 18.5-
213 | 30 1A2 38+1 ABORT C SECTION EMERGENCY previouslscs | 180 mins - NIL 4 TAKEN | LIVE | 2900 | YES | NO | NO NO | TERM NIL NIL NIL | NIL 3000 2.5-3KG 0 156 51 21 60 229 (2) na 3 6 9 0.2 8.8
2 PROLON POST 2500- 25.29.9
214 | 20 | primi 40 NIL NIL EMERGENCY msl 1600 ; GED 6 TAKEN | LIVE | 2700 | YES | NO | NO| NO |DATIS| NIL NIL | NIL | NIL 2.5-3KG 0 158 | 63.8 25.6 76 ’ -0.8 9.5 35 12.2 12 11
mins 3000 (3B)
LABOUR M
- . 13 2500- 25-29.9
215 | 25 | primi | 37+2 NIL NIL SPONTANEOUS - 390 mins mins NIL 6 TAKEN | LIVE | 2700 | YES | NO | NO NO | TERM NIL NIL NIL | NIL 3000 2.5-3KG 0 146 54.8 25.7 66.5 (3B) na na na 11.7 25 9.2
G3P1L 1ST TRIM . 3001- 18.5-
216 | 24 1A1 38+4 ABORT C SECTION ELECTIVE previous Iscs - - NIL 4 TAKEN | LIVE | 3300 | YES | NO | NO| NO | TERM | NIL NIL | NIL | NIL 3500 3.1-35 0 157 | 56.5 229 68 229(2) na 4 8 12 23 9.7
G3P1L 1ST TRIM 1680 41 POST 2500- >/=30
217 | 36 40+1 NORMAL VENTOUSSE - . . NIL 6 TAKEN | LIVE | 2700 | YES | NO | NO NO | DATIS| NIL NIL NIL | NIL 2.5-3KG 0 151 78 34.2 93 iy na 6.5 85 15 15 | 135
1A1 ABORT mins mins M 3000 (30
218 | 36 GaP2L 38+1 ISTTRIM NORMAL EMERGENCY CDMR 300 mins| - NIL 5 TAKEN | LIVE | 3350 | YES | NO | NO| NO | TERM | NIL NIL | NIL [HYPO 3001- 3.1-35 0 152 | 59.5 25.8 66.5 25299 na 4 3 7 05 | 65
2A1 ABORT 3500 (3B)
219 | 28 | primi 38 NIL NORMAL ELECTIVE Macrosomia - - NIL 5 TAKEN | LIVE | 3200 | YES | NO | NO NO | TERM NIL NIL NIL | NIL 33(;00](') 3.1-35 8 166 55 20 76 2;'895(2) na 8 13 21 15 | 195
220 | 23 | Primi | 40+1 NIL NIL INDUCED - 16.80 1.7 NIL 6 TAKEN | LIVE | 3100 | YES | NO | NO| NO | TERM | NIL NIL | NIL | NIL 3001- 3.1-35 0 154 | 575 24.2 69 23249 na 3.7 7.8 115 | -05 | 12
mins mins 3500 (3A)
G3P1L 1ST TRIM ) 18 3001- 18.5-
221 | 23 1A1 40+2 ABORT NORMAL SPONTANEOUS - 750 mins mins NIL 5 TAKEN | LIVE | 3100 | YES | NO | NO NO | TERM NIL NIL NIL | NIL 3500 3.1-35 0 168 62.5 221 72 229 (2) na 55 4 9.5 25 7
G2P1L . 2001- 25-29.9
222 | 23 1 37+4 NIL C SECTION EMERGENCY - 180 mins| - NIL 6 TAKEN | LIVE | 2300 | YES | NO | NO| NO | TERM | NIL NIL | NIL | NIL 2499 NIL 4 152 60 26 66 (38) na 25 35 6 0 6
G3P2L died after ) ) MALPRE 2500- 18.5-
223 | 23 D1 39 birth C SECTION EMERGENCY previouslscs | 240 mins - SENT 5 TAKEN | LIVE | 2900 | YES | NO | NO NO | TERM NIL NIL NIL | NIL 3000 2.5-3KG 4 156 50 205 58 29(2) na 4 4 8 0.5 75
224 | 24 | Primi | 39+1 NIL NIL SPONTANEOUS - 150 mins 1.0 PRECIPIT 6 TAKEN | LIVE | 3100 | YES | NO | NO| NO | TERM | NIL NIL | NIL | NIL 3001- 3.1-35 5 152 46 19.9 63 185 na 85 85 17 0 17
mins ATE 3500 22.9(2)
G3P2L ) 16 3001- 18.5-
225 | 32 2 39+5 NIL NORMAL SPONTANEOUS - 450 mins mins NIL 6 TAKEN | LIVE | 3500 | YES | NO | NO NO | TERM NIL NIL NIL | NIL 3500 3.1-35 5 154 46.5 19.6 55 229 (2) na 15 8 9.5 -0.5 10
226 | 31 | Primi | 38+2 NIL NIL INDUCED - 540 mins mllis NIL 5 TAKEN | LIVE | 2200 | YES | NO | NO| NO | TERM | NIL NIL | NIL | NIL 223(;19 NIL 0 162 | 50.5 19.2 58 2;%?2) na 2 55 75 -0.5 8
G2P1L ) ) PRE 2500- 18.5-
227 | 29 1 36+2 NIL C SECTION EMERGENCY previouslscs | 270 mins - NIL 6 TAKEN | LIVE | 2500 | YES | NO | NO NO TERM NIL NIL NIL | NIL 3000 2.5-3KG 4 162 59.5 22.7 66 229 (2) na 3 35 6.5 -0.5 7
- . 12 3501- 23-24.9
228 | 34 | Primi | 40+2 NIL NIL INDUCED - 510 mins mins NIL 6 TAKEN | LIVE | 3600 | YES [ NO | NO| NO |TERM | NIL | GHTN | NIL | NIL 4000 >3.5-4 0 162 | 615 234 76 (3A) na 85 6 145 25 12
1ST TRIM PRE OVE 3501- >/=30
229 | 23 | G3A2 | 36+5 ABORT NIL ELECTIVE CDMR - - NIL 12 TAKEN | LIVE | 3600 | YES | NO | NO NO TERM NIL GHTN RT HYPO 4000 >3.5-4 5 150 86 38.2 108 (30) na 8 14 22 2 20
- 1080 12 2001- 18.5-
230 | 29 | primi | 38+2 NIL NIL INDUCED - ] ) NIL 6 TAKEN | LIVE | 2400 | YES | NO | NO| NO | TERM | NIL NIL | NIL | NIL NIL 1 162 56 213 65 05 3 55 9 05 | 85
mins mins 2499 22.9(2)
G2P1L ) 2500- 18.5-
231 | 28 1 39+6 NIL C SECTION EMERGENCY previous Iscs - - NIL 7 TAKEN | LIVE | 3000 | YES | NO | NO NO | TERM NIL NIL NIL | NIL 3000 2.5-3KG 5 158 54 21.6 66 229 (2) -1 6.5 6.5 12 0 12
1ST TRIM 4910 PROLON 2500- 18.5-
232 | 22 | G2A1 | 39+6 NIL EMERGENCY msl ; - GED 6 TAKEN | LIVE | 2900 | YES | NO | NO| NO | TERM | NIL NIL | NIL | NIL 2.5-3KG 0 160 | 545 213 72 . -0.5 16 | 164 | 175 | -05 | 18
ABORT mins 3000 229 (2)
LABOUR
233 | 23 | primi | 37+2 NIL NIL EMERGENCY |non reassuring nst| 420 mins - NIL 8 TAKEN | LIVE | 2300 | YES | NO | NO NO | TERM NIL NIL NIL | NIL 223%:; NIL 2 155 46.5 194 52.6 2;'%5(2) -1.5 4.7 29 7.1 -0.5 7.6
234 | 28 | g2plll| 39+2 NIL NORMAL | SPONTANEOUS - 315mins|5mins| NIL 6 TAKEN | LIVE | 2800 | YES | NO | NO| NO | TERM | NIL NIL | NIL | NIL ?3000 2.5-3KG 9 156 | 46.5 19.1 52 2;89522) 05 2 3 45 0.5 4
235 | 34 |g2plll| 39 NIL C SECTION EMERGENCY fetal distress  |600 mins - NIL 6 TAKEN | LIVE | 3100 | YES | NO | NO NO | TERM NIL NIL NIL | NIL 33(;00](') 3.1-35 0 146 53 24.9 64 222:)'9 15 5 4.5 115 15 10
236 | 24 |g3p212| 39 NIL C SECTION EMERGENCY previouslscs |240 mins| - NIL 8 TAKEN | LIVE | 3600 | YES | NO | NO| NO | TERM | NIL NIL | NIL | NIL i%%% >3.5-4 0 161 58 224 70 2;89522) 1 4 7 12 1 11
G2P1L ) ) 2001- 18.5-
237 | 31 1 38+6 NIL C SECTION EMERGENCY previouslscs | 300 mins - NIL 5 TAKEN | LIVE | 2300 | YES | NO | NO NO | TERM NIL NIL NIL | NIL 2499 NIL 0 156 50 20.5 62 229 (2) 0.5 4.5 7 12 2 10
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28 | 28 |43 3543 NIL NORMAL | SPONTANEOUS - 420mins|9mins| NIL 7 | TAken| Live | 1900 | YES | No |YES| No | PRE | i NIL | NiL | i | 00 NIL 1 |153| 49 20.9 s8 | 385 | 02 | 13| 75 9 0 9
3 TERM 2000 229(2)
. Lo . 1320 2500- 18.5-
239 | 20 | primi | 38+2 NIL NIL EMERGENCY failed induction mins - NIL 6 TAKEN | LIVE | 2800 | YES | NO | NO NO | TERM NIL NIL NIL | NIL 3000 2.5-3KG 0 162 55 21 68 229 (2) 0 4 9 13 1 12
1ST TRIM . 11 PRE 2001- <185
240| 19 | g2al | 36+5 | T L oon NIL SPONTANEOUS - eomins| o | NIL 4 | TAKEN | LIVE | 2100 | YES | YES |[YES| NO | oo | NIL NIL | IGT [HYPO| % o0 NIL 16 |150| 375 16.7 43 (1) na | 25 3 55 0 | 55
G4PIL 1ST TRIM ! 3001- 185-
241 | 23 1A2 39+1 ABORT NORMAL EMERGENCY fetal distress - - NIL 8 TAKEN | LIVE | 3100 | YES | NO | NO NO | TERM NIL NIL NIL | NIL 3500 3.1-35 0 152 46.8 20.3 58 229 (2) 12 25 75 11.2 1.2 10
242 | 24 |g3p212| 40+3 NIL NORMAL EMERGENCY fetal distress  |930 mins| - NIL 6 |TAKEN| LIVE | 3000 | YES | NO |NO| NO |TERM | NIL NIL | NIL |HYPO 2350%% 253KG| 0 |[152| 705 30.5 86 >(/3:g)0 na na 8 155 | 4 | 115
G3P2L . 2500- 18.5-
243 | 27 2 38 NIL C SECTION ELECTIVE previous Iscs - - NIL 6 TAKEN | LIVE | 3000 | YES | NO | NO NO | TERM NIL NIL NIL | NIL 3000 2.5-3KG 0 166 62.5 22.7 735 29(2) 0.5 14 75 9.4 0.5 8.9
G2P1L . . 2500- 18.5-
244 | 22 1| 376 NIL CSECTION | EMERGENCY | previouslscs [150 mins| - NIL 5 |TAKEN | LIVE | 2900 | YES | NO |NO| NO |TERM | NIL NIL | NIL | NIL | 200 |253KG| 13 | 152 | 525 22.7 64 |9 © 05 | na | na | 115 | 15 | 10
245 | 22 | G2A1 | 39+6 ISTTRIM NIL EMERGENCY msl 27.60 - NIL 5 TAKEN | LIVE | 2900 | YES | NO | NO NO | TERM NIL NIL NIL | NIL 2500- 2.5-3KG 0 154 52.5 22.1 66 185 na 4 9.5 135 0.3 13.2
ABORT mins 3000 22.9(2)
246 | 24 | primi | 40 NIL NIL EMERGENCY fetal distress - - NIL 8 |TAKEN| LIVE | 2900 | YES | NO |NO| NO |TERM | NIL NIL | NIL | NIL 2350%% 253KG| 12 |152| 475 20.6 60 2;%5('2) 05 [ 29 | 91 | 125 | 05 | 12
247 | 25 GZlPlL 39+1 NIL NORMAL INDUCED - 390 mins n;‘;?_ls NIL 6 TAKEN | LIVE | 3500 | YES | NO | NO NO | TERM NIL NIL NIL | NIL 33%00:; 3.1-35 4 164 62.5 23.2 74 222:)'9 na na 9 115 0.7 10.8
1ST TRIM . . 2500- <185
248 | 23 | G3A2 | 3745 | T L oon NIL EMERGENCY | Persistent OP [290 mins| - oP 5 |TAKEN| LIVE | 2800 | YES | NO |NO| NO |TERM | NIL NIL | NIL | NIL | 200 |253KG| 5 | 167 | 49 176 55 (1) na 15 | 45 6 22 | 38
249 | 19 | primi | 38+4 NIL NIL EMERGENCY |non reassuring nst| 360 mins - NIL 4 TAKEN | LIVE | 2600 | YES | NO | NO NO | TERM NIL NIL NIL | NIL 250%%_ 2.5-3KG 4 163 65 245 71 2?:;,2:)'9 na 3 3 6 0 6
G2P1L L . 18/ PRE 2001- 18.5-
250 | 28 1| 356 NIL NORMAL EMERGENCY | twinsinlabour |240mins| - NIL 7 |TAKEN | LIVE | 50 | YES | NO |NO| NO | o0 | NIL NIL | NIL | NIL |5 00 NIL 0 |156| 53 21.8 89 |9 © 2 4 10 16 | 35 | 125
G2PIL . 17 2500- 185-
251 | 28 1 38+3 NIL NORMAL SPONTANEOUS - 660 mins mins NIL 4 TAKEN | LIVE | 2800 | YES | NO | NO NO | TERM NIL NIL NIL | NIL 3000 2.5-3KG 0 143 43 21 52 29 (2) na 4.5 45 9 2 7
252 | 23 Gzlpll‘ 39+2 NIL NORMAL EMERGENCY | Transverselie ns;?:s - NIL 8 |TAKEN| LIVE | 2300 | YES | NO |NO| NO |TERM | NIL NIL | NIL | NIL 223%%; NIL 0 |163| 60 22.6 66 2;%'5('2) na | 25 | 35 6 0 6
G2P1L . . 2500- 18.5-
253 | 23 1 39+4 NIL C SECTION EMERGENCY previouslscs | 270 mins - NIL 6 TAKEN | LIVE | 2800 | YES | NO | NO NO | TERM NIL NIL NIL | NIL 3000 2.5-3KG 0 170 55 19 64 229 (2) na 2 7 9 1 8
254 | 32 Glsgil‘ ager | 9 i?riter CSECTION | EMERGENCY | previouslscs [240mins| - NIL 7 |TAKEN| LIVE | 2500 | YES | NO |NO| NO |TERM | NIL NIL | NIL | NIL 2350%% 253KG| 5 |[168| 60 21.3 73 2;%5('2) na | 45 | 85 13 19 | 111
G3PIL 1ST TRIM . 16 3001- 185-
255 | 23 1A1 39+5 ABORT NORMAL SPONTANEOUS - 615 mins mins NIL 5 TAKEN | LIVE | 3200 | YES | NO | NO NO | TERM NIL NIL NIL | NIL 3500 3.1-35 9 150 485 21.6 56 229 (2) na 2 55 75 -0.5 8
G2P1L . 16 3001- 18.5-
256 | 30 1| 38 NIL NORMAL | SPONTANEOUS - 4gomins| | NIL 7 |TAKEN| LIVE | 3100 | YES | NO |NO| NO |TERM | NIL NIL | NIL | NIL | 500 | 3135 | 0 |168| 54 19.1 655 |, o ™ 7 45 | 115 | 14 | 101
257 | 26 G3PLL 39+2 ISTTRIM NORMAL SPONTANEOUS - 570 mins ]f4 NIL 6 TAKEN | LIVE | 2500 | YES | NO | NO NO | TERM NIL NIL NIL | NIL 2500- 2.5-3KG 0 164 63 234 72 23-24.9 na 2 7 9 1 8
1A1 ABORT mins 3000 (3A)
G2P1L . 3001- 23-24.9
258 | 24 1 39 NIL C SECTION ELECTIVE previous Iscs - - NIL 6 |TAKEN| LIVE | 3100 | YES | NO |NO| NO |TERM | NIL NIL | NIL | NIL | 500 | 3135 | 0 [153| 55 235 68.5 (3A) na 5 85 | 135 | 05 | 13
G3PIL 1ST TRIM . 2500- 23-24.9
259 | 27 1A1 39+2 ABORT C SECTION ELECTIVE previous Iscs - - NIL 6 TAKEN | LIVE | 2900 | YES | NO | NO NO | TERM NIL NIL NIL | NIL 3000 2.5-3KG 0 162 64 24.4 76 (3A) 0.5 45 7 12 0 12
260 | 22 |G| ag46 [ ISTTRIMI o gremion | sPONTANEOUS - 630 mins| 1t NIL 6 |TAKEN| LIVE | 2700 | YES | NO |NO| NO |TERM | NIL NIL [ NIL | NiL | B9 osake| o |160| 625 244 75 |29 | 75 5 125 | 15 | 11
1A1 ABORT mins 3000 (38)
G2P1L . 2500- 23-24.9
261 | 25 1 37+4 NIL C SECTION EMERGENCY previous Iscs - - NIL 4 TAKEN | LIVE | 3000 | YES | NO | NO NO | TERM NIL NIL [GDM| NIL 3000 2.5-3KG 0 150 535 23.8 64 (3A) na 5 55 105 -0.5 11
- " 1080 2001- 23-24.9
262 | 21 | primi | 37+6 NIL NIL EMERGENCY fetal distress mins - NIL 10 |TAKEN | LIVE | 2200 | YES | NO |NO| NO |[TERM | NIL NIL | NIL [HYPO| % o0 NIL 7 |156| 56 23 63 (3A) na | 25 | 45 7 05 | 65
G2P1L . 2500- 25-29.9
263 | 26 1 38+2 NIL C SECTION ELECTIVE previous Iscs - - NIL 9 TAKEN | LIVE | 2800 | YES | NO | NO NO | TERM NIL NIL NIL | NIL 3000 2.5-3KG 0 156 64 26.3 75 (38) na 6.5 45 11 15 9.5
G2P1L " 2500- 18.5-
264 | 25 1 38 NIL CSECTION | EMERGENCY | fetal tachycardia - - NIL 9 |TAKEN| LIVE | 2700 | YES | NO |NO| NO |TERM | NIL NIL | NIL | NIL | 20 |253KG| 0 |148| 47 215 5 |pop| ™ 35 | 35 7 0 7
265 | 25 | G2Al1 | 39+6 ISTTRIM NIL ELECTIVE CDMR - - NIL 7 TAKEN | LIVE | 3700 | YES | NO | NO NO | TERM NIL NIL NIL | NIL 8501- >3.5-4 8 166 62.5 22.7 74 185 na 7 45 115 2 9.5
ABORT 4000 : : : 229(2) : : :
266 | 22 | Goal | 39+1 | 1STTRIM NIL INSTRUMENT - 930 mins| *3 NIL 4 |TAKEN| LIVE | 2900 | YES | NO | NO| NO |TERM | NIL NIL | NIL | NiL | B9 |osake| 5 |163] 52 19.6 605 | 185 | 5 35 | 85 | 15 | 7
ABORT mins 3000 229(2)
267 | 20 | primi | 39+5 NIL NIL SPONTANEOUS - 390 mins n;‘;is NIL 7 TAKEN | LIVE | 3000 | YES | NO | NO NO | TERM NIL NIL NIL | NIL 23502)..% 2.5-3KG 0 160 58.5 22.9 66 2;8952_2) na 5 25 75 15 6
. L . 241 HYPE| 2001- <185
268 | 23 | primi | 37+6 NIL NIL EMERGENCY | twinsinlabour |240mins| - NIL 8 |TAKEN|LIVE | 7" | YES | NO |NO| NO |TERM | NIL |GHTN | NIL | 2499 NIL 0 |155| 435 18.1 58 (1) 15 | 28 | 132 | 145 | -1 | 155
269 | 23 | primi | 37+2 NIL NIL SPONTANEOUS - 430 mins niis NIL 8 TAKEN | LIVE | 2300 | YES | NO | NO NO | TERM NIL NIL NIL | NIL 22?1%19_ NIL 0 168 62.8 22.3 75 2;8952_2) na 5.2 7 12.2 -1.8 14
23 POST 2500- 18.5-
270 | 22 | primi | 40+4 NIL NIL SPONTANEOUS - 540 mins| ° NIL 8 |TAKEN| LIVE | 3000 | YES | NO |NO| NO |DATIS| NIL NIL | NIL | NIL 253KG| 0 |158| 54 21.6 63 : na | 28 | 62 9 0 9
mins M 3000 229(2)
. . 16 2001- 23-24.9
271 | 23 | primi | 38+1 NIL NIL SPONTANEOUS - 300 mins mins NIL 6 TAKEN | LIVE | 2400 | YES | NO | NO NO | TERM NIL NIL NIL | NIL 2499 NIL 0 155 57 23.7 66 (3A) na 4.6 4.4 9 2.8 6.2
272 | 29 | primi | 39+1 NIL NIL EMERGENCY msl - - NIL 5 |TAKEN| LIVE | 2900 | YES | NO |NO| NO |TERM | NIL PE | NIL | NIL 2350%% 253KG| 0 |[158| 55 22 68 2;%5('2) na 4 9 13 0 13
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273 | 30 | G2A1 39 1%2;'_;\/' NIL EMERGENCY fetal distress |570 mins - NIL 6 TAKEN | LIVE | 3000 | YES NO | NO NO | TERM NIL NIL NIL | NIL 23505..% 2.5-3KG 0 160 69 27 80 2?-3259).9 na 3 8 11 3 8
G2P1L . 3501- 18.5-
274 | 22 1 39 NIL C SECTION EMERGENCY previous Iscs - - NIL 8 TAKEN | LIVE | 3600 | YES | NO [ NO| NO | TERM NIL NIL NIL | NIL 4000 >3.5-4 0 155 48 20 61 29(2) na 59 7.1 13 26 | 104
- non progress of . ) PRE 2001- 18.5-
275 | 25 | primi 36 NIL NIL EMERGENCY labour 510 mins NIL 8 TAKEN | LIVE | 2200 | YES NO | NO NO TERM NIL PE NIL | NIL 2499 NIL 2 156 55 22.6 72 29(2) 1 6 10 17 25 145
276 | 21 | primi 37 NIL NIL INDUCED - 1980 ]fg NIL 7 TAKEN | LIVE | 3500 | YES | NO [ NO| NO | TERM NIL NIL NIL | NIL 2001- NIL 2 161 68 26.2 75 25299 na 3 4 7 0 7
mins mins 2499 (3B)
G3P2L PROLON PRE 2500- 25-29.9
277 | 28 35+5 NIL C SECTION EMERGENCY previous Iscs - - GED 6 TAKEN | LIVE | 2700 | YES NO | NO NO NIL GHTN | NIL | NIL 2.5-3KG 0 166 69 25 76 ’ na 3 4 7 0 7
2 TERM 3000 (3B)
LABOUR
L 300 16 2500- 18.5-
278 | 23 | primi | 39+2 NIL NIL SPONTANEOUS - ) . NIL 6 TAKEN | LIVE | 2800 | YES | NO [ NO| NO | TERM NIL NIL NIL | NIL 2.5-3KG 0 156 575 239 65 -0.5 2 6 75 -0.5 8
mins mins 3000 22.9(2)
279 | 34 | G5a4 | 39+3 2ND TRIM NIL EMERGENCY CDMR - - NIL 5 TAKEN | LIVE | 3200 | YES NO | NO NO | TERM NIL NIL NIL |HYPO 3001- 3.1-35 0 162 59 225 68 185 na 1 7 8 0.5 75
ABORT 3500 | U . 229 (2) i :
280 | 27 | primi | 39+1 NIL NIL EMERGENCY msl 720 mins - NIL 6 TAKEN | LIVE | 3400 | YES | NO [ NO| NO | TERM NIL NIL NIL | NIL i%%:g >3.5-4 0 153 49 20.9 58.5 Z:ZLSQEE_Z) na 15 7 85 1 75
281 | 21 | primi 38 NIL NIL EMERGENCY fetal distress 480 mins - NIL 6 TAKEN | LIVE | 2700 | YES NO | NO NO | TERM NIL NIL NIL | NIL 23505..% 2.5-3KG 11 168 52 184 60 <g'f)'5 na 25 55 8 0.5 75
G4P2L 1ST TRIM . 3001- 18.5-
282 | 30 oAL 37+6 ABORT C SECTION EMERGENCY previous Iscs - - NIL 6 TAKEN | LIVE | 3400 | YES | NO [ NO| NO | TERM NIL GHTN | NIL | NIL 3500 3.1-35 0 166 58 21 74 229 (2) na 25 11 17 25 | 145
283 | 29 | primi | 36+1 NIL NIL EMERGENCY pre eclampsia - - NIL 6 TAKEN | LIVE | 2500 | YES NO | NO NO | TERM NIL PE NIL | NIL 23505..% 2.5-3KG 0 168 58 20.5 76 2;'895(-2) NA 6 75 18 45 135
284 | 23 GZlPlL 38 NIL NORMAL SPONTANEOUS - 480 mins niis NIL 6 TAKEN | LIVE | 3000 | YES | NO [ NO| NO | TERM NIL NIL NIL | NIL 23502)..% 2.5-3KG 0 154 58.6 24.7 69.5 222:)'9 -0.6 28 8.7 10.9 0.6 | 10.3
1ST TRIM . . 2500- 18.5-
285 | 26 | G2Al1 40 ABORT NIL EMERGENCY fetal distress [ 390 mins - NIL 7 TAKEN | LIVE | 2800 | YES NO | NO NO | TERM NIL NIL NIL | NIL 3000 2.5-3KG 5 162 56.2 21.4 65 29(2) na 104 4.1 145 0.8 13.7
286 | 28 rimi | 35+1 NIL NIL INDUCED - 600 mins 35 NIL 4 TAKEN | MSB | 1500 | NO NO [ NO| NO PRE NIL PE NIL [HYPO 1001- NIL 0 153 52 222 68 185 25 na na 16 25 | 135
p mins TERM 1499 : 29| < : :
287 | 23 | primi | 3743 NIL NIL SPONTANEOUS - 240 mins mzl:rI;s NIL 6 TAKEN | LIVE | 2900 | YES NO | NO NO | TERM NIL NIL NIL | NIL 23505..% 2.5-3KG 4 163 52 19.6 69 2;'895(-2) 15 7 8.5 17 15 155
L . 22 2500- 23-24.9
288 | 25 | primi | 39+6 NIL NIL INDUCED - 750 mins mins NIL 4 TAKEN | LIVE | 2900 | YES | NO [ NO| NO | TERM NIL NIL NIL | NIL 3000 2.5-3KG 0 153 54.8 234 66 (3A) na 37 75 11.2 0 11.2
A . 16 3001- 23-24.9
289 | 26 | primi | 39+4 NIL NIL SPONTANEOUS - 360 mins mins NIL 4 TAKEN | LIVE | 3300 | YES NO | NO NO | TERM NIL NIL NIL | NIL 3500 3.1-35 0 150 56 24.9 67 (A na na na 11 2.3 8.7
290 | 22 | G2A1 | 39+4 NIL NIL EMERGENCY fetal distress  [270 mins - NIL 7 TAKEN | LIVE | 2600 | YES | NO [ NO| NO | TERM NIL NIL NIL | NIL 23502)..(?_ 2.5-3KG 0 166 46.2 16.8 54.5 <ELS'5 na 18 6.5 8.3 -0.2 85
G3P2L . . 2500- 18.5-
291 | 31 2 38+4 NIL C SECTION EMERGENCY previouslscs | 180 mins - NIL 6 TAKEN | LIVE | 3000 | YES NO | NO NO | TERM NIL NIL NIL | NIL 3000 2.5-3KG 0 163 54.6 20.6 66 229 (2) 0.6 4.8 6 114 0.6 10.8
292 | 23 | primi | 38+2 NIL NIL INDUCED - 480 mins niis NIL 7 TAKEN | LIVE | 2400 | YES | NO [ NO| NO | TERM NIL NIL NIL | NIL 22(;00:; NIL 0 152 51.6 223 60 2;8952_2) 0.7 33 4.4 84 04 8
293 | 24 |G2plLl| 38+5 NIL C SECTION EMERGENCY previouslscs | 120 mins - NIL 6 TAKEN | LIVE | 2400 | YES NO | NO NO | TERM NIL NIL NIL | NIL 2205%:]6 NIL 0 143 45 22 575 2;'895(-2) 0.8 na na 225 0.8 21.7
294 | 23 [g2P1L1| 37+5 NIL C SECTION EMERGENCY previouslscs | 120 mins - NIL 6 TAKEN | LIVE | 2400 | YES | NO [ NO| NO | TERM | MILD NIL NIL | NIL 2220010_ NIL 0 139 45 233 56.5 2?52:)'9 0 3.6 7.9 115 12 | 103
295 | 22 | primi | 39+4 NIL NIL EMERGENCY msl 120 mins - NIL 7 TAKEN | LIVE | 3500 | YES NO | NO NO | TERM NIL NIL [GDM| NIL 3305%:]6 3.1-35 0 155 45 18.7 62 2;'895(-2) 0.4 5.8 9.2 154 2 134
G2P1L . 2500- 18.5-
296 | 23 1 38+6 NIL C SECTION EMERGENCY previous Iscs - - NIL 8 TAKEN | LIVE | 2700 | YES | NO [ NO| NO | TERM NIL NIL NIL | NIL 3000 2.5-3KG 0 146 46 21.6 54.5 229 (2) na na na 85 -1 9.5
297 | 19 | primi | 30+1 NIL NIL SPONTANEOUS - 360 mins niis NIL 4 TAKEN | FSB 730 NO NO | NO NO TPET?Ii/l NIL PE NIL | NIL [501-1000 NIL 10 152 50 21.6 56 2;'895(-2) na na na 6 0 6
298 | 25 | primi | 37+2 NIL NIL SPONTANEOUS - 390 mins n;‘;is NIL 5 TAKEN | LIVE | 2700 | YES | NO [ NO| NO | TERM NIL NIL NIL | NIL 23502)..% 2.5-3KG 0 154 47.6 20.1 59 2;8952_2) -0.6 32 8.8 114 -0.6 12
299 | 22 szlL 36+6 NIL C SECTION EMERGENCY previous Iscs - - NIL 6 TAKEN | LIVE | 2400 | YES NO | NO NO TPET?Ii/l NIL NIL NIL | NIL 2205%:]6 NIL 1 145 43.6 20.7 55 2;'895(-2) na na 6.2 114 14 10
. . . MALPRE PRE 2001- 18.5-
300 | 23 | primi | 35+4 NIL NIL EMERGENCY | breechin labour |480 mins - SENT 5 TAKEN | LIVE | 2100 | YES | NO [ NO| NO TERM NIL NIL NIL | NIL 2500 NIL 3 153 46 19.7 54 229 (2) na 1 7 8 0 8
301 | 20 | primi 37 NIL NORMAL INDUCED - 540 mins rr::is NIL 6 TAKEN | LIVE | 2400 | YES NO | NO NO | TERM NIL NIL NIL | NIL 2205%16 5 162 46.2 17.6 58 <g'f)'5 na 4.8 7 11.8 0.8 11
302 | 25 G3§2L 35+4 NIL NORMAL EMERGENCY transverselie - - NIL 5 TAKEN | LIVE | 1700 | YES | NO |[YES| NO TPEFI;IIEVI NIL NIL NIL | NIL 2220010_ NIL 0 149 37.6 16.9 50 <(lf)'5 na 8.6 38 124 24 10
303 | 29 szlL 35+1 NIL C SECTION EMERGENCY previouslscs | 300 mins - NIL 6 TAKEN | LIVE | 2300 | YES NO | NO NO TPET?Ii/l NIL NIL NIL | NIL 2205%16 NIL 3 151 53 23.2 60 2?:;‘)'9 na na na 7 0 7
304 | 26 GZlPlL 39 NIL C SECTION EMERGENCY previous Iscs - - NIL 6 TAKEN | LIVE | 2800 | YES | NO [ NO| NO TPEFI;IIEVI NIL GHTN | NIL | NIL 23502)..(!_ 2.5-3KG 9 152 46 19.9 54 2;%?_2) na 5.6 24 8 0 8
- . 35 2500- 25-29.9
305 | 25 | Primi | 40+5 NIL NIL INDUCED - 930 mins mins NIL 8 TAKEN | LIVE | 2700 | YES NO | NO NO | TERM NIL NIL NIL | NIL 3000 2.5-3KG 0 144 52 25.1 575 (3B) -0.4 2.9 2.6 51 0 51
G2P1L . 2500- 25-29.9
306 | 25 1 39+4 NIL C SECTION ELECTIVE previous Iscs - - NIL 6 TAKEN | LIVE | 2500 | YES | NO [ NO| NO | TERM NIL NIL NIL | NIL 3000 2.5-3KG 0 154 63 26.6 63 (38) na 0.3 -0.3 0 0 0
G2P1L . 13 2500- 18.5-
307 | 34 1 39+3 NIL NORMAL SPONTANEOUS - 495 mins mins NIL 6 TAKEN | LIVE | 2500 | YES NO | NO NO | TERM NIL GHTN | NIL |HYPO 3000 2.5-3KG 0 152 50 21.6 64 229 (2) na 2 12 14 0.8 13.2
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308 | 23 | Primi | 37+4 NIL NIL INDUCED - l]f70 5.2 PPH 5 TAKEN | LIVE | 2500 | YES | NO | NO NO | TERM NIL NIL NIL | NIL 2500- 2.5-3KG 0 157 63 25.6 76 25299 na 55 75 13 12 11.8
mins mins 3000 (3B)
G2P1L . . 3001- 23-24.9
309 | 25 1 38+1 NIL C SECTION EMERGENCY previouslscs |180 mins| - NIL 8 TAKEN | LIVE | 3100 | YES | NO [ NO| NO | TERM NIL NIL NIL | NIL 3500 3.1-35 0 152 575 24.9 66 (3A) na 37 4.8 85 0 85
G2P1L . . 3001- 18.5-
310 | 30 1 36+5 NIL C SECTION EMERGENCY previouslscs | 180 mins - NIL 7 TAKEN | LIVE | 3300 | YES | NO | NO NO | TERM NIL NIL [GDM| NIL 3500 3.1-35 8 162 58.4 223 78 229 (2) na 122 7.6 19.8 4.8 15
311 | 22 GZlPlL 38+4 NIL NORMAL SPONTANEOUS - 270 mins nizs NIL 6 TAKEN | LIVE | 3000 | YES | NO [ NO| NO | TERM NIL NIL NIL | NIL 2350%% 2.5-3KG 0 152 59.2 25.6 68 2?;;)'9 na 4.6 4.2 8.8 -0.2 9
312 | 24 | Primi | 38+1 NIL NIL EMERGENCY msl - - NIL 7 TAKEN | LIVE | 2620 | YES | NO | NO NO | TERM NIL PE NIL | NIL 2350%% 2.5-3KG 0 148 54 24.7 72 222:)'9 na 5.2 12.8 18 0 18
313 | 21 | Primi | 37+4 NIL NIL INDUCED - 840 mins 2.9 PRECIPIT 4 TAKEN | LIVE | 2500 | YES | NO [ NO| NO | TERM NIL NIL NIL | NIL 2500- 2.5-3KG 0 168 54.5 19.3 62 185 na 23 52 75 -0.5 8
mins ATE 3000 22.9(2)
G3P1L 1ST TRIM . 32 PRE 2001- 18.5-
314 | 36 1A1 36+6 ABORT NORMAL INDUCED - 900 mins mins NIL 5 TAKEN | LIVE | 2100 | YES | NO | NO NO TERM NIL NIL NIL | NIL 2499 NIL 0 154 50.6 21.3 58.5 229 (2) na na 1.7 7.9 0 79
315 | 24 GAPSL 30+6 FSB C SECTION EMERGENCY PPROM - - NIL 2 TAKEN | LIVE | 1600 | YES | NO |[YES| NO PRE NIL NIL NIL | NIL 2001- NIL 0 144 42.6 205 50 185 na na na 74 0 7.4
1D2 TERM 2499 . . 22.9(2) : :
316 | 21 | Primi | 38+6 NIL NIL INSTRUMENT - 600 mins n’?lis NIL 7 TAKEN | LIVE | 2900 | YES | NO | NO NO | TERM NIL NIL NIL | NIL 2350%% 2.5-3KG 0 151 54 237 64.5 222:)'9 na 22 8.3 105 0 105
s . 17/ PRE 1501- 23-24.9
317 | 20 | primi | 3445 NIL NIL EMERGENCY severe PE 120 mins| - PPH 6 TAKEN | LIVE 14 YES | NO |YES| NO TERM NIL |[HELLP| NIL | NIL 2000 NIL 0 156 59.5 244 66 (3A) na 31 34 6.5 13 52
G2P1L . . 2500- 23-24.9
318 | 29 1 36+2 NIL C SECTION EMERGENCY previouslscs | 180 mins - NIL 6 TAKEN | LIVE | 2690 | YES | NO | NO NO | TERM NIL NIL NIL | NIL 3000 2.5-3KG 0 155 58 241 60.6 (A na 12 14 2.6 0 26
319 | 31 | Primi | 37+1 NIL NORMAL EMERGENCY | Oilgohydramnios|150 mins| - NIL 5 TAKEN | LIVE | 2000 | YES | NO [ NO| NO | TERM NIL NIL |[GDM| NIL 1250%% NIL 3 156 70.2 28.8 78.5 2?3%39)9 na 21 6.2 8.3 0 8.3
320 | 31 G3P2L 38+2 dle(_iafter C SECTION ELECTIVE previous Iscs - - NIL 8 TAKEN | LIVE | 2800 | YES | NO | NO NO | TERM NIL NIL NIL | NIL 2500- 2.5-3KG 0 163 59 222 70 18.5 na 32 7.8 11 0 11
1D1 birth 3000 22.9(2)
G3P1L 1ST TRIM . 32 2001- 18.5-
321 | 37 1A1 36+6 ABORT NORMAL SPONTANEOUS - 870 mins mins NIL 6 TAKEN | LIVE | 2100 | YES | NO [ NO| NO | TERM NIL NIL NIL | NIL 2499 NIL 0 152 48.6 21 57.2 229 (2) na 2 6.6 8.6 -0.6 9.2
G2P1D died after A 13/ PRE 1001- 23-24.9
322 | 39 1 32+4 birth C SECTION EMERGENCY twinsin labour - - NIL 18 TAKEN | LIVE 0.89 YES | YES |YES| NO TERM NIL PE NIL | NIL 1499 NIL 0 158 60 24 67.8 (3A) na 5.6 2.8 8.4 15 6.9
G3P1L 1ST TRIM . 18 2500- 18.5-
323 | 28 1A1 39+4 ABORT NORMAL SPONTANEOUS - 690 mins mins NIL 8 TAKEN | LIVE | 2900 | YES | NO [ NO| NO | TERM NIL NIL NIL | NIL 3000 2.5-3KG 0 155 54 225 68 229 (2) na 6 8 14 15 | 125
G3P2L . . 3501- 25-29.9
324 | 28 2 38+5 NIL NORMAL SPONTANEOUS - 390 mins| 8 mins NIL 6 TAKEN | LIVE | 3700 | YES | NO | NO NO | TERM NIL NIL NIL | NIL 4000 >3.5-4 0 154 70 295 80 (3B) na 5 5 10 2 8
325 | 30 | primi | 37+4 NIL NIL ELECTIVE - - - NIL 10 TAKEN | LIVE | 2000 | YES | NO [ NO| NO | TERM NIL GHTN | NIL | NIL 1250%10 NIL 0 163 55 20.7 76 2;89522) na 6 15 21 15 | 195
326 | 26 G6ps3I3 37+6 ISTTRIM NORMAL INDUCED - 510 mins ]:l NIL 7 TAKEN | LIVE | 2800 | YES | NO | NO NO | TERM NIL NIL NIL | NIL 2500- 2.5-3KG 0 168 74 26.2 82 25299 -1 2 7 8 -1 9
a2 ABORT mins 3000 (3B)
327 | 22 | primi | 37+1 NIL NIL EMERGENCY | oligohydramnios - - NIL 6 TAKEN | LIVE | 1700 | YES | YES [YES| NO | TERM NIL NIL NIL | NIL 1250%10 NIL 1 150 54 24 60 2?52:)'9 0 3 3 6 0 6
328 | 24 G3PLL 38+6 ISTTRIM NORMAL SPONTANEOUS - 13.20 ]:2 NIL 9 TAKEN | LIVE | 2400 | YES | NO | NO NO | TERM NIL NIL NIL | NIL 2001- NIL 0 152 55 238 64 23249 0 29 6.6 9.5 -0.5 10
1A1 ABORT mins mins 2500 (3A)
- poormatema |-y | a9 3001- 23-24.9
329 | 29 | primi 40 NIL NIL VENTOUSSE bearing down ) . NIL 9 TAKEN | LIVE | 3100 | YES | NO [ NO| NO | TERM NIL NIL NIL | NIL 3.1-35 0 160 59 23 69 -1 4.5 6.5 10 -1 11
effort mins mins 3500 (3A)
G3P1L 1ST TRIM . 26 2500- 23-24.9
330 | 24 1A1 39 ABORT NORMAL SPONTANEOUS - 900 mins mins NIL 6 TAKEN | LIVE | 3000 | YES | NO | NO NO | TERM NIL NIL NIL | NIL 3000 2.5-3KG 0 153 54 231 62 (A) 0 2 6 8 0 8
G3P2L 2500- 18.5-
331 | 24 2 37+3 NIL C SECTION EMERGENCY - - - NIL 4 TAKEN | LIVE | 2700 | YES | NO [ NO| NO | TERM NIL NIL NIL | NIL 3000 2.5-3KG 0 168 22.7 76 229 (2) na na na 12 0 12
G3P1L 1ST TRIM 2760 15 2001- 23-24.9
332 | 32 1A1 38+6 ABORT NORMAL INDUCED - mins mins NIL 6 TAKEN | LIVE | 2400 | YES | NO | NO NO | TERM NIL NIL NIL | NIL 2500 NIL 1 160 60 234 70 (3A) 0 2 8 10 -1 11
333 | 37 | Primi | 38+2 NIL NIL EMERGENCY |. Right fqnord - - NIL 13 TAKEN | LIVE | 2600 | YES | NO [ NO| NO | TERM NIL NIL NIL [HYPO 2500- 2.5-3KG 1 152 66 28.6 72 25299 1 2 3 6 15 4.5
implant with FGR 3000 (3B)
334 | 24 | Primi | 37+1 NIL NIL EMERGENCY fetal distress | 360 mins - NIL 7 TAKEN | LIVE | 2200 | YES | NO | NO NO | TERM NIL NIL NIL | NIL 22(2001(') NIL 1 164 48 17.8 59.5 <2'f)'5 -1 15 11 115 -1.5 13
G3P2L ) 2501- <185
335 | 31 2 38+1 NIL C SECTION ELECTIVE previous Iscs - - NIL 6 TAKEN | LIVE | 2600 | YES | NO [ NO| NO | TERM NIL NIL NIL | NIL 3000 2.5-3KG 0 160 40.5 15.8 52 N -15 75 55 11.5 -15 13
- . 18 3001- <185
336 | 20 | Primi 40 NIL NIL SPONTANEOUS - 720 mins mins NIL 8 TAKEN | LIVE | 3300 | YES | NO | NO NO | TERM NIL NIL NIL | NIL 3500 3.1-35 0 156 36.5 15 58 1) 0 na 12 215 2 195
. . 16 PRE 2501- 23-24.9
337 | 24 | primi | 34+2 NIL NIL SPONTANEOUS - 390 mins| . NIL 5 TAKEN | LIVE | 2700 | YES | NO [ NO| NO NIL NIL NIL | NIL 2.5-3KG 0 155 56 233 64 na na 4 8 0 8
mins TERM 3000 (3A)
338 | 23 szlL 36+4 NIL C SECTION EMERGENCY previouslscs | 180 mins - NIL 10 TAKEN | LIVE | 2800 | YES | NO | NO NO TPE??Ii/I NIL NIL NIL HYRPE 2350%% 2.5-3KG 7 154 59 249 70 22)2;1)'9 0 3 8 11 0 11
o . . MODER 3001- 18.5-
339 | 19 | Primi | 37+1 NIL NORMAL EMERGENCY Fetal distress |660 mins| - NIL 7 TAKEN | LIVE | 3200 | YES | NO [ NO| NO | TERM ATE NIL NIL [HYPO 3500 3.1-35 0 162 56 21.3 68 229 (2) 0.5 55 6 12 35 85
G2P1L . 2500- 23-24.9
340 | 26 1 39+3 NIL C SECTION ELECTIVE pevious Iscs - - NIL 4 TAKEN | LIVE | 2900 | YES | NO | NO NO | TERM NIL NIL NIL | NIL 3000 2.5-3KG 0 156 56 23 62 (3A) na 0.8 5.2 6 -1.5 7.5
G3P2L . 11 2500- <185
341 | 31 2 39+3 NIL C SECTION | SPONTANEOUS - 360 mins mins NIL 6 TAKEN | LIVE | 2600 | YES | NO [ NO| NO | TERM NIL NIL NIL | NIL 3000 2.5-3KG 0 163 49 184 58 N na 9.5 na 95 0 9.5
342 | 26 | Primi | 38+6 NIL NORMAL EMERGENCY Fetal distress - - NIL 5 TAKEN | LIVE | 2000 | YES | NO | NO NO | TERM NIL NIL NIL | NIL jéso?)j(') NIL 0 166 54 19.6 60 2;'895(2) na 35 25 6 0 6
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343 | 25 | Primi | 40+1 NIL NIL EMERGENCY fetal distress | 720 mins - NIL 7 TAKEN | LIVE | 2900 | YES | NO | NO NO | TERM NIL NIL NIL | NIL 23506..2- 2.5-3KG 0 151 475 20.8 59 2;'895(-2) na 4 75 115 0.5 11
344 | 25 | Primi | 39+5 NIL NIL EMERGENCY msl 450 mins| - NIL 6 TAKEN | LIVE | 3300 | YES | NO [ NO| NO | TERM NIL NIL IGT | NIL ?505%5 3.1-35 0 152 52 225 65 Z:ZLSQEE_Z) na 55 75 13 0 13
G2P1L . 2500- 18.5-
345 | 26 1 37+6 NIL C SECTION EMERGENCY msl 240 mins - NIL 6 TAKEN | LIVE | 2600 | YES | NO | NO NO | TERM NIL NIL NIL | NIL 3000 2.5-3KG 0 165 54.5 20 62 229 (2) na na na 75 -0.5 8
G2P1L . 3001- 23-24.9
346 | 25 1 38+2 NIL C SECTION ELECTIVE previous Iscs - - NIL 6 TAKEN | LIVE | 3100 | YES | NO [ NO| NO | TERM NIL NIL NIL [HYPO 3500 3.1-35 5 160 60 234 68 (3A) na 2 6 8 -1 9
- . 11 PRE 2501- 23-24.9
347 | 22 | Primi | 35+5 NIL NIL SPONTANEOUS - 540 mins . NIL 7 TAKEN | LIVE | 2700 | YES | NO | NO NO NIL NIL NIL | NIL 2.5-3KG 0 154 56 23.6 70 na na 14 14 0 14
mins TERM 3000 (3A)
348 | 21 | Primi | 37+3 NIL NIL EMERGENCY CPD 870 mins| - CPD 9 TAKEN | LIVE | 2600 | YES | NO [ NO| NO | TERM NIL NIL NIL | NIL 23%%%_ 2.5-3KG 0 161 60 231 76 2?é2A4).9 na 10 6 16 0 16
. . 18 |PRECIPIT PRE 1501- 18.5-
349 | 23 | Primi | 30+4 NIL NIL SPONTANEOUS - 300 mins mins ATE 4 TAKEN | LIVE | 1700 | YES | NO | NO NO TERM NIL NIL NIL [HYPO 2000 NIL 3 156 46.5 19.1 52 229 (2) na 55 na 55 -0.5 6
350 | 30 GfDPiL 38+1 |PREV BOH| C SECTION ELECTIVE previous Iscs - - NIL 6 TAKEN | LIVE | 3100 | YES | NO [ NO| NO | TERM NIL NIL NIL | NIL z%oo:g 3.1-35 0 168 54 19.1 65 Z:ZLZEE_Z) 0 3 8 12 12 | 108




