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ABSTRACT 

TITLE: “A PROSPECTIVE OBSERVATIONAL STUDY OF FETOMATERNAL 

OUTCOME IN ANTEPARTUM HAEMORRHAGE IN PREGNANCY”. 

 

BACKGROUND: 

Antepartum haemorrhage is defined as bleeding from or into the genital tract after the 

period of viability until delivery of fetus.On an average 2 to 5% of all pregnancies are 

complicated by antepartum haemorrhage. Obstetric haemorrhage accounts for 22- 25% of 

maternal mortality and amongst this antepartum haemorrhage is the most common cause 

of morbidity and mortality accounting for half of these deaths. And because it is one of 

the important causes contributing to maternal and fetal morbidity and mortality, it is 

important to understand the causes, risk factors, presentation, their complications and 

preventive measures, if any, to manage such patients effectively and thereby reducing the 

burden due to this disease in our population.  

AIMS AND OBJECTIVES: 

1. The maternal and perinatal outcome in cases of APH. 

2. To formulate preventive guidelines so as to reduce maternal and fetal complications in 

cases of APH. 

METHODS AND MATERIALS: This is a prospective observational study in SDM 

Hospital for a period of one year including all patients who fulfilled the Inclusion and 

Exclusion criteria. 
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RESULTS: Out of 5660 deliveries, 45 cases were complicated with APH, in the present 

study. Incidence of APH was found to be 0.79%. Incidence of AP was60% whereas PP 

contributed to 40% of the cases. Severe Preeclampsia was the most common associated 

risk factor and caesarean delivery was the most common mode of delivery. Most 

common maternal complication was anaemia requiring multiple blood transfusions. 

There was one maternal death. Most common neonatal complication was due to 

prematurity. 

 

CONCLUSION: Antepartum Haemorrhage is found to cause high incidence of maternal 

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

creating an awareness and improvement in quality of basic antenatal care, early detection, 

early intervention, use of blood and its components,we can reduce the rate of mortality 

and morbidity caused as a result of antepartum haemorrhage significantly  

 

KEY WORDS: 

Antepartum haemorrhage; Abruptio placenta; Placenta Praevia; Severe Pre-eclampsia; 

Caesarean Delivery; DIC; Maternal morbidity; Perinatal morbidity 
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INTRODUCTION 

‘A profuse hemorrhage occurring prior to or shortly after the birth of the child is always 

dangerous and not infrequently a fatal complication’ —J. Whitridge Williams (1903) 

Globally, unfortunately, India stands first in terms of maternal deaths, accounting almost 

up to 17%.
 [1]  

Obstetrical haemorrhage (47%), along with hypertension and infection, still remains a 

member of the infamous "triad" of causes of maternal death. It’s actually one of the most 

common causes for admission of mothers to ICUs
 [2]

. The devastating effects of 

obstetrical bleeding are particularly more obvious in nations like India, where there is a 

backdrop of nutritional anaemia. 

Antepartum haemorrhage (APH) has long been regarded as one of the most feared 

obstetric problems, resulting in substantial neonatal and maternal mortality and morbidity 

in our nation. APH affects 3-5 percent of all pregnancies (RCOG Nov. 2011), with 

Placenta Praevia (PP) affecting 0.3 percent to 0.5 percent and abruptio placenta (AP) 

affecting 0.5-1% of the time.
[2]

 

According to research, Polyhydramnios, Preeclampsia, PROM, 

chorioamnionitis, abdominal trauma, elevated maternal serum alpha fetoprotein, 

smoking, and substance abuse are more associated with abruption, whereas Placenta 

Previa is more associated with conditions that occur prior to pregnancy such as 

D&Cs, uterine scar, MRP, multiparity, advanced maternal age, and prior history 

of placenta previa.
 [6] 
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Preterm labour, Malpresentations, postpartum haemorrhage (PPH), retained placenta, 

shock and sepsis are some of the maternalconsequences in APH patients, whereas foetal 

complications include low birth weight, prematurity, IUD, congenital deformities and 

birth asphyxia. 

Improved anaesthetic and obstetrical facilities, increased use of ultrasound for placental 

localization and diagnosis of abruptio placenta, correction of anaemia with judicious use 

of blood/ blood products, sophisticated NICU facilities which has improved the outcome 

in premature babies- have all caused a drop in perinatal and maternal mortality and 

morbidity. 
[3]

. 

In moderate-low-income nations like India, even though MMR is on a steady decline, it’s 

still at 99/ 10000 live births (as per Sample Registration Report by the Registrar General 

of India-2021). Such high MMR is due to widespread pre-existing anaemia due to poor 

nutritional status, challenges regarding transport especially in remote areas, limited 

medical facilities, and a lack of patient awareness. Maternal and newborn health care are 

closely linked. While APH cannot be avoided, proactive expectant care can dramatically 

minimize perinatal and maternal mortality and morbidity linked with APH. And so, it is 

particularly important to appraise the pattern of this condition for better maternal health 

care services.  
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AIMS AND OBJECTIVES 

1. The maternal and perinatal outcome in cases of APH. 

2. To formulate preventive guidelines so as to reduce maternal and fetal 

complications in cases of APH. 
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REVIEW OF LITERATURE 

APH is defined as bleeding from the genital tract from the time of viability of pregnancy 

to the delivery of the baby 
[4]

. The World Health Authority defines antepartum 

haemorrhage as bleeding after 28th week of pregnancy 
[5]

. 

Antepartum haemorrhage quantified as (RCOG) 

 Minor haemorrhage: blood loss < 50ml 

 Major haemorrhage: blood loss 50-1000ml 

 Massive haemorrhage: blood loss > 1000ml. 

CAUSES OF ANTEPARTUM HAEMORRHAGE: 

 PlacentaPraevia 

 Placentalabruption 

   Other causes: 

 Vasa Praevia 

 Antepartum Haemorrhage of indeterminate origin 

 Cervical pathology like polyp, erosion and tumours 

 Bleeding from the lower genital tract 

 Show 

Obstetric haemorrhage, still, is one of the major causes contributing to MMR in low-

income countries, accounting for up to half of the estimated 5 lakh maternal fatalities per 

year worldwide. 
[8]

 In the United Kingdom, obstetric haemorrhage-related deaths are 
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infrequent. In the most recent data, there were four deaths due to APH. 
[9]

 There were 

about 108 APH maternal deaths, caused as a result of APH, 74 (68.5 percent) of which 

could have definitely been avoided. In many of the 'near miss' audits conducted in both 

developed and emerging nations, haemorrhage is the leading culprit causing devastating 

maternal morbidity[11]
 

PLACENTA PRAEVIA 

Placenta praevia is a term used to describe a placenta that is implanted in the lower uterine 

segment, either over or very close to the internal cervical os. Terminology can be difficult since 

anatomical relationships are not always clearly defined, and they change frequently throughout 

pregnancy.
 [2]

 

At term, the prevalence of placenta previa that is clinically obvious is estimated to be 4 - 5 per 

1000 pregnancies. 
[12] 

Placenta praevia is traditionally classified into four types or grades. 
[2]

 

 Type I: Low-lying placenta: Where the lower placental edge in the lower uterine 

segment, but does not reach the internal os. 

 Type 2: Marginal Praevia: where the lower placental edge reaches the internal os. 

 Type 3: Incomplete central praevia: Where the placental edge overlaps the internal os, but 

the placental attachment is asymmetric across the internal os. 

 Type 4: Complete central praevia: Where the placental edge symmetrically overlaps the 

internal os. 

Types I and II are grouped under minor placenta praevia, and types III and IV are grouped as 

major. It's extremely crucial not to confuse these grades with those for placental maturity. It's 

difficult to use in practise because the term "lower uterine segment" has a more conceptual than 
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anatomical definition. In any scenario, ultrasound's availability has rendered this grouping 

outdated. Ultrasonography is currently the most common method of diagnosing the problem, and 

it is still the preferred method due to its low cost and widespread availability. 

Terminology for placenta previa has evolved, and from a Fetal Imaging Workshop sponsored by 

the National Institutes of Health (NIH), the following classification was recommended:  

 Placenta previa—the internal os is covered partially or completely by placenta (Fig 1&2) 

 Low-lying placenta—implantation in the lower uterine segment is such that the placental 

edge does not cover the internal os but lies within a 2-cm wide perimeter around the os. 

 

Figure 1: Placental tissue seen through the os on Per Speculum examination in a case of Placenta 

Praevia 



 
 

7 
 

 

Figure 2: Classification of Placenta Praevia 

In placenta praevia, the blastocyst gets implanted in the lower segment of the uterus. 

Procedures causing damage to the endometrial layer like history of curettage, uterine 

scars or disease like history of myomectomy, history of previous caesarean delivery or 

endometritis, pathology of placenta as in presence of succenturiate lobes or marginal cord 

insertion, previous history of placental praevia, and, strangely, smoking cigarettes have all been 

linked to the development of Placenta Previa. 
[13]

 

According to statistics from Southern California, placenta accreta is exceedingly rare (0.004%) in 

mothers with a placenta that is normally located; however, it developed in 9.3% Praevia mothers. 

Irregularitiesin the bladder wall, visualization of vascular sinuses that are irregular and with 

turbulent flow, and even perhaps, myometrial thickness of less than 1 mm are all ultrasound 

features of placenta accreta in the mid and last trimesters. The loss of a sonolucent zone in 

between placenta and the myometrium is not an useful measure. Neither Colour Doppler nor MRI 

can reliably be used to diagnose placenta accreta yet, as their sensitivity and specificity is low 
[14, 

15]
. 
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When there is a suspicion of placenta accreta, multidisciplinary involvement from the 

anesthesiologist, senior obstetrician, and radiologist, as well as the patient and her family, should 

be sought. A management strategy should be devised beforehand. To avoid surgical 

complications such as blood loss, the possible alternatives after delivery include an eventual 

hysterectomy or deciding to leave the placenta within the uterine cavity. In nearly half of the 

cases, in late pregnancy, the actual cause of bleeding Per Vaginum is unknown. The 

patient usually has vaginal bleeding that is not associated with any pain and without any signs of 

placenta praevia on USG.  An ultrasound examination can diagnose praevia but Placental 

abruption is based primarily on clinical manifestations, and can be hard to ascertain in mild cases. 

[16]      

Risk factors for Placenta Praevia 
[2]

 

Risk Factors 

Advanced maternal age 

multigravida 

Prior caesarean sections and the risk increases with 

increase in the number of caesarean sections 

 Prior history of placenta previa 

Multiple gestation 

Past history of placenta praevia 

Multiple pregnancy 
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Clinical Presentation and Diagnosis 

Any mother who presents with any vaginal bleeding after the period of viability must be 

suspected of placenta praevia and to be evaluated for the same. Regardless of earlier 

imaging results, an irregular lie, presenting part high up and 

the presence of spontaneous/painless vaginal bleeding is more indicative of a low-lying 

placenta. Ultrasound is used to get a definitive diagnosis. To limit the number of women 

who will require frequent follow-up, every patient with a suspicion of placenta praevia 

at anomaly scan should be subjected to TVS. All women whose placenta's lower margin 

extends up to or overlaps the cervical os during their anomaly scan should require 

additional imaging.[17]
. Patients with vaginal bleed should be treated based on their gestational 

age, grade of PP, hemodynamic status.  In patients with symptom-free minor praevia, follow-up 

imaging may be delayed till 36 weeks. A TVS should be done at 32 weeks in patients of 

asymptomatic major placenta praevia to confirm the diagnosis and to formulate her plan for 

delivery.  At Anomaly scan, at least in 1.5–4.2 percent of cases, placentas are found to be low 

lying. Several studies have shown that placenta praevia doesn't really occur at term if the edge 

of placenta does not reach the internal cervical os in mid-pregnancy. 
[18]

 

In cases of placenta praevia, to map the placenta, TVS is safer and more sensitive than TAS. USG 

can be used to observe and document the occurrence of placental relocation from the 

lower segment of the uterus. It is usually assumed that this is not a true placental migration. It's 

believed to be caused by degradation of the peripheral placental tissue and slowed placental 

growth as a result of poor vascular supply compared to areas of the uterus that are well-perfused 

(placental trophotropism).At mid-trimester USG, if the placental edge did not exceed the internal 

os by at least one cm, it’s unlikely that they develop placenta praevia at term. The median rate 

of migration of placenta in the cohort with 1.0 cm or more of overlap was 0.1 mm/week. In 
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contrast, the observed mean rate of migration away from the internal os in cases where the 

placenta was away from the os was 4.1mm/week. In second trimester USG, if the angle between 

wall of the uterus and the edge of the placenta is 135 degrees or less or if the edge of the 

placenta overlaps the internal os, such cases are linked with a lower incidence of placental 

migration. With posterior placenta and in cases with prior CD, placental migration is uncommon. 

Elective caesarean section is recommended if the placental edge is overlapping and the internal os 

is within 2 cm on a TVS at 38 weeks. Significantly larger rates of operative interventions such 

as manual placental removal, caesarean delivery and an increased prevalence of placenta accreta 

were observed in women whose placenta did not migrate. 
[19] 

 

 

Figure 3: TVS in Placenta Praevia 

Typically, women present with painless vaginal bleeding. The development of the lower 

segment of the uterus is assumed to be the cause of the bleeding. In at least a third of cases, there 
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is unstable lie or Malpresentations. Many women who have severe Placenta praevia don’t bleed 

unless labour begins. 
[20] 

Management 

The severity of bleeding, gestational age, and degree of praevia all are to be considered in the 

management. Most cases of APH are already diagnosed cases of placenta praevia. Initial 

haemorrhages also called as warning haemorrhages are usually minor and self-limiting. Severe, 

persistent, or recurring bleeding may necessitate delivery. The most common cause of fetal 

morbidity is because of iatrogenic prematurity. Women who have had a previous CD and have 

either placenta praevia or an anterior placenta underneath the previous caesarean section scar are 

at an increased risk of placenta accreta and should be treated as if they have placenta accreta, with 

proper surgical preparations.Doppler Ultrasonography should be performed in these women. If 

this is not available, such patients should be treated as if they have placenta accreta until it is 

proven otherwise.
 [21] 

All patients with placenta praevia of major degree and have a history of PV bleed are ideally 

should be admitted and are managed as in-patients. According to current international guidelines, 

all women at risk of substantial antepartum haemorrhage should be encouraged to stay close to 

the hospital of intended birth. For home-based care of patients with major placenta praevia, an 

informed consent must be obtained detailing all the risks and complications and she must be 

accompanied by an adult at all times.  In the event of any vaginal bleeding/spotting or pain 

abdomen, they should be strictly instructed to contact the hospital at the earliest. A 

discussion regarding the birth plan, the need for multiple blood transfusions, the risks of 

torrential haemorrhage, and the possibility of surgical intervention, including the need for step-

wise devascularization and hysterectomy, should take place prior to the delivery. 
[22, 23] 
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It's vital to remember the dangers of thromboembolism that comes with prolonged 

hospitalization. The use of elastic compression stockings and minimal activity should be 

encouraged. Prophylactic Anticoagulation should only be considered in patients who are at a high 

risk of thrombosis, and regular unfractionated heparin should be preferred because of its short 

half-life. For major placenta praevia, elective Caesarean Section is the route of delivery whereas, 

for low lying placenta, an attempt at vaginal delivery can be made, but the risk of PPH is still 

high in this group
 [24, 25]  

More than 75% of women with a distance of more than 1.0 cm between the cervical os and the 

edge of the placenta delivered vaginally without risks of haemorrhage, according to a study 

conducted by Vergani and colleagues. Bronsteen and colleagues also had similar results in 

women whose distance between internal os to the edge of the placenta was 1.0–2.0 cm (within 4 

weeks before delivery) who were allowed to labour and had a successful vaginal delivery. These 

studies have shown that the distance between placental edge and internal os, measured up to 4 

weeks before birth, of even 1.0-2.0 cm, a safe vaginal birth may be possible. Although, to 

corroborate these findings, prospective studies in which the distance is assessed closer to the time 

of birth are needed
 [26]

. The Royal College of Obstetricians and Gynecologists (RCOG) 
[27]

 

currently recommend caesarean delivery for women with a placental edge – internal os distance 

of less than 2.0 cm. According to the guidelines, any patient with known major placenta praevia, 

taken up for CS, should be attended by a senior obstetrician and anesthesiologist, especially, if 

they have a scarred uterus, have an anterior placenta, or are suspected of having placenta accreta. 

Even if the mother has never reported vaginal bleeding, at least 4 units of PRBCs should be cross-

matched and kept ready. Women with placenta praevia should not be delivered in facilities that 

do not have round-the-clock blood transfusion services. The choice of anesthesia must usually be 

made jointly by the anesthesiologist and as well as the obstetrician. To prevent iatrogenic 
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prematurity and associated morbidity in the newborn, If at all feasible, section should be deferred 

until 38 weeks. 
[28, 29] 

PLACENTA ACCRETA SPECTRUM 

Placenta accreta spectrum, formerly known as morbidly adherent placenta, refers to the 

range of pathologic adherence of the placenta, including placenta increta, placenta 

Percreta, and placenta accreta., According to the depth of attachment and invasion into the 

muscular layers of the uterus, 
[2]

 

1. Placenta Accreta- Chorionic villi extend to the myometrium rather than being limited 

within the decidua basalis. 

2. Placenta Increta- Chorionic villi invade into the myometrium. 

3. Placenta Percreta- Chorionic villi invade through the uterine serosa.  

Figure 4: Classification of Placenta Accreta 
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According to statistics from Southern California, placenta accreta is exceedingly rare (0.004%) in 

mothers with a placenta that is normally located; however, it developed in 9.3% Praevia mothers. 

 

 

 

 

 

 

 

 

 

    Figure 5: Placenta Accreta- found on-table in a case of previous LSCS 

The most favored hypothesis regarding the etiology of placenta accreta spectrum is that 

a defect of the endometrial–myometrial interface leads to a failure of normal 

decidualization in the area of a uterine scar, which allows abnormally deep placental 

anchoring villi and trophoblast infiltration. Maternal morbidity and mortality can occur 

because of severe and sometimes life-threatening hemorrhage, which often requires 

blood transfusion. Although ultrasound evaluation is important, the absence of 

ultrasound findings does not preclude a diagnosis of placenta accreta spectrum; thus, 

clinical risk factors remain equally important as predictors of placenta accreta spectrum 

by ultrasound findings. There are several risk factors for placenta accreta spectrum. 

The most common is a previous cesarean delivery, with the incidence of placenta 



 
 

15 
 

accreta spectrum increasing with the number of prior cesarean deliveries. Antenatal 

diagnosis of placenta accreta spectrum is highly desirable because outcomes are 

optimized when delivery occurs at a level III or IV maternal care facility before the 

onset of labor or bleeding and with avoidance of placental disruption. The most 

generally accepted approach to placenta accreta spectrum is cesarean hysterectomy 

with the placenta left in situ after delivery of the fetus (attempts at placental removal 

are associated with significant risk of hemorrhage). Optimal management involves a 

standardized approach with a comprehensive multidisciplinary care team accustomed 

to management of placenta accreta spectrum. In addition, established infrastructure and 

strong nursing leadership accustomed to managing high-level postpartum hemorrhage 

should be in place, and access to a blood bank capable of employing massive 

transfusion protocols should help guide decisions about delivery location. 

 

Grey scale Ultrasound Features of Placenta Accreta: 

 Abnormal placental lacunae 

 Loss of the retroplacental echo-lucent zone 

 Irregular retroplacental echo-lucent zone 

 Thinning or disruption of the hyperechoic serosa-bladder interface 

 Presence of focal exophytic masses invading the urinary bladder 

Colour Doppler: 

 Diffuse or local lacunarflow 

 Peak systolic velocity over 15cm/s 
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 Marked dilated vessels over peripheral sub-placentalzone. 

 Hypervascularity of serosa-bladderinterface 

 Vascular lakes with turbulent flow on colour flowmapping 

Power Doppler (Including 3-D PowerDoppler): 

 Hypervascularity (lateralview) 

 Inability to distinguish between cotyledonal andintervillous circulations, chaotic 

branching of vessels, detour vessels (lateralview). 

 Numerous coherent vessels involving the whole junction ofuterine serosa and urinary 

bladder (basalview) 

Magnetic resonance imaging (MRI)is recommended if  

 Ultrasound is inconclusive  

 Posterior Placenta Praevia 

 Outline anatomy of the invasion (parametrial and ureteral involvement)  

MRI findings in Placenta Accreta: 

 Abnormal uterine bulging 

 Heterogenous signal intensity 

 Dark intra-placental beds on T2-weighted images 

 Tenting of bladder 

 Direct visualization of invasion of adjacent organs 

 Loss of myometrial trilaminate structure 

When the risk of placenta accreta is suspected, a multidisciplinary team should be assembled, 

including the patient and her family, the obstetrician, the anaesthesiologist, and the sonographer. 
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Patient and parties must be counseled and an informed consent must be obtained regarding the 

complications including massive haemorrhage, need for hysterectomy, sepsis, and even maternal 

mortality. Advance planning must be made regarding the management. In the presence of a 

probable placenta praevia-accreta, a caesarean section should be considered, the uterine incision 

must be taken at a location away from the placenta and the baby should be delivered without 

disrupting the implantation site, to allow for conservative care of the placenta or elective 

hysterectomy 
[30, 31] 

To facilitate birth, entering the uterus, cutting through the placenta is associated with increased 

bleeding and a high risk of hysterectomy. Some researchers have shown that careful management 

of placenta accreta can help to preserve fertility. If the placenta begins to separate, the placenta 

should be delivered. Any subsequent bleeding must be treated in the usual manner. If the placenta 

partially splits, the detached cotyledon(s) should be delivered, and any haemorrhage should be 

treated as soon as possible. Adherent portions can be left in situ, but blood loss can be significant 

in such cases, necessitating prompt care of the same 
[31, 32, 33]

. The Triple-P method, which 

involves peri-operative placental localization, pelvic devascularization, placental non-

separation with myometrial excision, was presented by Chandra Haran E and co-workers as a 

conservative surgical technique alternative to peripartum hysterectomy for placenta accreta. The 

mother should be informed about the dangers of bleeding and infection after surgery and should 

be closely monitored. To lessen the risk of infection, prophylactic antibiotics may be effective in 

the immediate postpartum term. 
[33]

 Neither methotrexate nor arterial embolization lessen these 

hazards, and so, is not routinely recommended. Serial Ultrasound and serum beta-human 

chorionic gonadotrophin (hCG) are recommended for follow-up. A delayed haemorrhage 

necessitating hysterectomy has also been documented after the choice to leave the placenta in 

place. 
[34, 35] 
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PLACENTAL ABRUPTION 

Placental abruption is the premature separation of the normally situated placenta, before 

delivery, either partially or completely. Bleeding into the decidua basalis results in retroplacental 

hematoma, which begins the process. Impaired trophoblastic invasion with 

subsequent atherosis, and inflammation/infection all play a role. 
[36] 

It affects about one in every 80 deliveries and is still a major cause of perinatal mortality and 

morbidity. 

Pre-eclampsia, Multiparity, Advancing maternal age, history of abruption in previous 

pregnancy, low BMI, polyhydramnios, PROM, intrauterine infection, abdominal trauma, 

smoking, drug abuse (cocaine and amphetamines), pregnancy after ARTs, and maternal 

thrombophilia are some of the risk factors for placental abruption
[37, 38] 

 

Figure 6: Types of Placental Abruption 
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Pathology and Etiology 

The exact reason for abruption is unknown. Bleeding into the decidua basalis of the placenta 

causes abruption. This causes the formation of hematoma, and an increase in hydrostatic pressure, 

which ultimately causes the adjacent placenta to separate. The hematoma that ensues may be 

minor and self-limiting, or it may continue to dissect through the decidual layer. This causes 

thromboplastins to be released and bleeding to occur in the myometrial layers (Couvelaire 

uterus). This injury affects uterine contractility, resulting in atony, which increases the risk of 

postpartum haemorrhage. However, if the hematomas do not reach the placental and cervical 

margins, the bleeding may be totally or partially masked, and the blood loss may not be revealed. 

As a result, there is a poor correlation between the quantity of visible haemorrhage and the 

amount of actual blood loss. 
[39]

 

CHRONIC ABRUPTION 

Chronic placental separation can develop early in pregnancy in some cases. Dugoff and his 

colleagues have found a correlation between unusually increased maternal serum aneuploidy 

markers and abruption. Ananth and associates have similarly linked first and second trimester 

haemorrhage to placental abruption in the third trimester. 
[40]

 Oligohydramnios develops in some 

cases of chronic abruption - Chronic Abruption Oligohydramnios Sequence (CAOS)  

TRAUMATIC ABRUPTION 

Placental separation can be caused by external trauma, such as in RTAs or aggravated assault. 

Ketteland and his colleagues have observed that even slight trauma can trigger abruption. 
[41]

 

These abruptions have a different clinical manifestation and sequelae than spontaneous instances.  

There isn't enough evidence to indicate a link between hypertension and abruption. Hypertension 

is linked to abnormalities of placenta and the vessels. Reduced placental blood flow and abnormal 

endothelial responses to vasoactive substances may be owing to the lack of trophoblastic invasion 
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of uterine arteries and the absence of change from high-resistance muscular arterioles to low-

resistance dilated channels as seen in normal pregnancy. These aberrant placental vessels may 

increase the risk of ischemia and vascular rupture, resulting in placental abruption. Disseminated 

intravascular coagulation is one of the most dangerous consequences of abruptio placenta. An 

article by DeLee in 1901 defined obstetrical disorders known as consumptive coagulopathy or 

disseminated intravascular coagulation (DIC), in which ‘temporary hemophilia’ developed with 

placental abruption or a long-standing IUD(macerated). 
[42] 

Disseminated Intravascular Coagulation in Pregnancy 

It is impossible to estimate the incidence of consumptive coagulopathy in pregnant women due to 

the different definitions used and its varying severity. Most cases of placental abruption and 

amniotic-fluid embolism, for example, show some degree of severe coagulopathy, as will be 

explained. Acute Renal injury, Sepsis, preeclampsia, thrombotic microangiopathies, HELLP 

syndrome are other conditions in which coagulation activation occurs frequently but not that 

significantly. 
[43] 

Pregnancy-Induced Coagulation Changes 

During pregnancy, there are several physiological alterations in coagulation and fibrinolysis 

are observed. Increase in plasma concentrations of components I, VII, VIII, IX, and X are just a 

few of them. Plasminogen levels rise dramatically at the same time, although plasminogen 

activator inhibitor-1 and -2 (PAI-1 and PAI-2) levels rise as well. As a result, until after delivery, 

plasmin activity, is, normally diminished. During pregnancy, the platelet count drops by 10%, 

while platelet activation increases. There is Increase in levels of β-thromboglobulin, 

fibrinopeptide A, platelet factor 4, and fibrinogen-fibrin degradation products, including d-

dimers. There is augmented-yet compensated-intravascular coagulation as a result of decreased 

concentrations of anticoagulant protein S, hypercoagulability, and decreased fibrinolysis, 

that  maintain the uteroplacental interface, 
[44] 
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Pathological Activation ofCoagulation 

Fibrinolysis and coagulation can be pathologically activated by two pathways.  The extrinsic 

pathway is activated by tissue destruction-induced thromboplastin;however, the intrinsic pathway 

is activated by collagen and other tissue components once endothelium integrity is lost. A 

membrane protein- Tissue factor III plays a vital role. Once released by the endothelial cells, 

they form a complex with factor VII, which in turn activates the factor IX and prothrombinase 

(factor X) complexes. Fibrinogen is converted to fibrin by uncontrolled thrombin production, 

which polymerizes and gets deposited in small vessels of virtually every organ. But, because 

these vessels are protected by enhanced fibrinolysis induced by fibrin monomers generated by 

coagulation, organ failure is unlikely. 
[45]

 

Plasmin which is produced as a result of such interaction between those monomers and tissue 

plasminogen activator and plasminogen, lyses fibrinogen and fibrin monomers and polymers. The 

products form a series of fibrinogen-fibrin derivatives, which can be 

measured using immunoassay. These fibrin degradation products, also known as fibrin-split 

products, include d-dimers. There may even be evidence of microangiopathic Haemolysis caused 

by trauma to RBC membrane by fibrin strands in small vessels. In women with preeclampsia and 

HELLP syndromes, this is most likely a contributory cause of Haemolysis. When coagulation 

factors and platelets are low enough to produce bleeding, the pathologically triggered cycle of 

coagulation and fibrinolysis becomes clinically relevant, resulting in consumptive coagulopathy. 

[46]
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DIAGNOSIS 

Algorithm for Diagnosis of Overt DIC 

FACTORS SCORE 

Presence of known underlying disorder 

associated withDIC 

 No – 0 

 Yes – 2 

Platelets  1 lakh – 0 

 < 1 lakh –1 

 < 50,000 –2 

D-dimer levels increased  If not- 0  

 Moderate- 2 

 Strong- 3 

PT prolongation (s)  < 3 – 0 

 >3 but < 6 - 1 

 > 6 – 2 

Fibrinogen  > 100 mg/dl =0 

 < 100 mg/dl =1 
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TOTAL SCORE 

=/> 5 

< 5 

 

COMPATIBLE WITH OVERT DIC 

SUGGESTIVE OF NON-OVERT DIC 

 

Couvelaire uterus or Uteroplacental apoplexy 

It occurs as a result of widespread blood extravasation into the uterine musculature and beneath 

the serosa, as well as beneath the tubal serosa, between the leaves of the broad ligament in the 

ovarian tissue, and freely in the peritoneal cavity. The incidence of Couvelaire uterus can be 

prevented when abruptio placenta is prevented. In this condition, foetal compromise is more 

common. 

 

Figure 7: Couvelaire Uterus 
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Evaluation and Management 
[47, 48, 49] 

Obstetrical causes of consumptive coagulopathy are usually often the result of a hidden disease 

process that must be addressed in order to prevent ongoing defibrination. The source of the 

coagulopathy must be identified and treated as soon as possible. Rapid replenishment of 

procoagulants is generally recommended in cases of surgical incisions or large lacerations 

accompanied by excessive bleeding. The importance of vigorous circulation restoration and 

maintenance in the treatment of hypovolemia cannot be overstated. The reticuloendothelial 

system quickly removes activated coagulation factors, fibrin, and fibrin degradation products 

with appropriate perfusion, as well as restoring hepatic and endothelial procoagulant 

production. 

Identification of Defective Hemostasis 

The use of a bioassay to identify or suspect clinically severe coagulopathy is highly 

recommended. Defective hemostasis is characterized by excessive bleeding at areas of minor 

trauma- like spontaneous bleeding from the gums, nose, or gastrointestinal tract, persistent 

bleeding from nicks from shaving the perineum or abdomen, venepuncture sites, trauma 

from bladder catheterization. Significant thrombocytopenia must be suspected if there 

are purpuric areas at pressure sites such as sphygmomanometer cuffs or tourniquets. As 

previously stated, any surgical procedure triggers generalized oozing from the skin, 

subcutaneous and fascial tissues, the retroperitoneal region, the episiotomy, or incisions and 

dissections for hysterectomy or caesarean section. 

Fibrinogen and Degradation Products 
[50] 

Plasma fibrinogen levels increases from 300 to 600 mg/dl in late pregnancy. Levels may be 

high         enough to protect against clinically significant hypofibrinogenemia even in severe 

consumptive coagulopathy. A placental abruption, for example, may produce defibrination, 
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lowering an initial fibrinogen level of 600 mg/dl to 250 mg/dl. Despite the fact that this 

indicates a high degree of fibrinogen consumption, the levels are still sufficient to support 

clinical coagulation—usually about 150 mg/dl. If substantial hypofibrinogenemia is present 

(less than 50 mg/dl), the clot formed from whole blood in a glass tube may be soft at first, 

although not necessarily diminished in volume. The clot then shrinks over the next half hour or 

so as platelet-induced clot retraction takes place. When a large number of erythrocytes are 

extruded, the volume in the tube clearly surpasses the clot volume. Fibrinolysis breaks down 

fibrin and fibrinogen into a variety of fibrin degradation products, which can be detected using 

a variety of sensitive test techniques. There are many different types of fragments, and 

monoclonal antibodies assay kits to measure d-dimers. In clinically significant consumptive 

coagulopathy, these values are always unusually high. 

Thrombocytopenia 

If petechiae are present or if clotted blood does not retract after an hour or so, severely low 

platelet concentrations are suspected. A platelet count is used to confirm the diagnosis. There 

may be qualitative platelet dysfunction in severe preeclampsia. 

CLINICAL PRESENTATION 
[51,52]

 

Placental abruption is diagnosed clinically, depending on certain signs and symptoms. This is 

then confirmed by a thorough inspection of the placenta after delivery, which reveals a clot 

and/or depression in the maternal surface. Tense, tender, and/or irritable uterus (less obvious if 

placenta is posterior), signs of shock out of proportion to estimated blood loss (concealed 

abruption), and frequent uterine contractions on tocograph suggestive of uterine irritability with 

or without associated foetal heart rate abnormalities on cardiotocography traces are all clinical 

signs of abruption. Due to the consumption of clotting factors, the patient faces a substantial 

risk of developing coagulopathy. The amount of visible vaginal bleeding is less relevant than 

the clinical indications of blood loss. Because negative sonographic findings are common 
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in clinically important abruptions, ultrasound is an insensitive and inefficient method for 

detecting or excluding placental abruption. In less severe situations, the diagnosis of placental 

abruption may be ambiguous, especially if the bleeding is largely concealed. It's possible that 

it'll be misdiagnosed as idiopathic preterm labor. Prematurity is the leading cause of foetal 

morbidity. Foetal Growth Restriction, Low birth weight, hyperbilirubinemia and neonatal 

anaemia, are all more common in newborns. Premature placental separation can potentially 

result in lethal hypoxia. Fetal heart rate abnormalities are common in circumstances where the 

foetus is still alive. 

Massive haemorrhage requiring multiple transfusion, disseminated intravascular coagulopathy 

(DIC), infection, and, in rare cases, even maternal mortality are the sequelae of severe 

abruption. When the placental region is separated by more than half, the stillbirth rate rises 

dramatically. 

MANAGEMENT 

Once placental abruption is suspected, action should be taken quickly and decisively, as waiting 

worsens the prognosis for both mother and foetus. As previously stated, treatment includes 

initial resuscitation and stabilization of the mother, as well as evaluation and management of 

complications. It is tailored to the severity of the abruption, the mother's and foetus' reactions to 

the insult, and the gestational age of the fetus. 
[53] 

For the purpose of management, Sher and 

Statland classified placental abruption into three degrees of severity as detailed in the 

followingtable. 
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Table: Degrees of Severity of Placental Abruption 

Grade 0:  

This is not recognized clinically before delivery and usually diagnosed by the 

presence of a retro-placental clot. This is a retrospective diagnosis. 

Grade 1: 

Slight vaginal bleeding Uterus minimal 

tenderness 

Maternal vitals and fibrinogen levels normal 

Fetal heart rate is good 

Grade 2: 

Vaginal bleeding mild to moderate Uterine tenderness present 

Maternal tachycardia and decreased fibrinogen levels 

Fetal distress / fetal death 

Grade 3: 

Profuse vaginal bleeding  

Marked uterine tenderness 

Maternal shock associated with coagulation defect  

Fetal death 
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Management options for placental abruption depend on clinical signs 

GRADE 1,2 

Resuscitation 

Delivery 

Consider vaginal delivery if no fetal 

distress 

GRADE3 

Resuscitation  

Delivery  

EmergencyLSCS 

 

Resuscitation and delivery of the foetus is required for moderate to severe placental 

abruption. Coagulation defects might occur and require immediate intervention. 

This necessitates supervision in a labour ward with facilities for close monitoring of 

both the mother and the foetus. When the woman and foetus can endure it, a trial of 

labour and vaginal delivery is encouraged.  

Because labour is usually rapid, it's a good practice to keep a constant watch on the 

foetal heart rate. If foetal distress is present, delivery should be rushed through an 
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emergency caesarean section. Within hours after a full abruption, a fulminant 

maternal DIC can develop. As a result, delivery should be scheduled because it is 

the only way to stop the DIC. Before surgery, blood and its components should be 

replaced. Women should be treated in a high-dependency unit because invasive 

monitoring with arterial lines and central venous access may be required. Renal 

failure is a potential consequence, thus special attention must be paid to maternal 

urine output. 

Expectant therapy has been demonstrated to be safe and helpful in a small group of 

patients with preterm placental abruption when the foetal heart rate tracing is 

normal, according to multiple studies. Tocolysis allowed for a median delivery 

delay of several days in several observational studies without increasing neonatal or 

maternal morbidity, such as the requirement for transfusions or caesarean section 

delivery. However, no randomized controlled trials have been conducted, therefore 

the benefits of tocolysis are unknown. 

Following a history of placental abruption, the likelihood of recurrence of abruption 

increases in subsequent pregnancies. There are no accurate indicators of when this 

might happen during pregnancy, and no known therapies to prevent recurrence. 

After reaching foetal maturity, a practice of elective delivery is feasible in the future 

pregnancy. 

 

BLEEDING OF INDETERMINATE ORIGIN 

In around half of cases presenting with antepartum haemorrhage in late pregnancy, the exact 

cause of bleeding is unknown. The patient usually presents with painless vaginal bleeding and no 

signs of placenta praevia on ultrasonography. An ultrasound scan can easily rule out placenta 
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praevia. Placental abruption is diagnosed primarily on clinical signs and symptoms, which might 

be difficult to confirm or rule out, especially in mild cases. Within two weeks of the initial 

presentation, about 15% of women with unexplained APH will proceed into spontaneous labour. 

Usually, the bleeding is minor and is self-limiting. Expectant management will suffice especially 

if the pregnancy is remote from term.    If the pregnancy is past 37 weeks gestation and the 

bleeding is recurrent or related with FGR, induction of labor is to be considered. If episodes of 

bleeding are recurrent or the volume of blood is considerable, there may be a justification for 

urgent delivery even if the gestation is less than 37 weeks. If an expectant management policy is 

implemented, foetal well-being should be monitored. It is considered safe to discharge the mother 

and manage her as outpatient once the bleeding has stopped and is monitored as inpatient for at 

least 24-48 hours.  If the gestational age is less than 34-36 weeks, antenatal steroids should be 

given for foetal lung maturity. A cause may be established in a limited percentage of cases where 

placenta praevia and placental abruption have been ruled out.  'Show,' cervicitis, trauma, vulval 

varicosities, genital tract tumours, haematuria, genital infections, and vasa praevia are some of the 

reasons. Many of these are obvious during the initial speculum examination. 

VASA PRAEVIA
[54, 55, 56] 

Fetal vessels coursing through the membranes above the internal cervical os and below the foetal 

presenting part, unprotected by placental tissue or the umbilical cord, is referred to as vasa 

praevia. A velamentous cord insertion in a single or bi-lobed placenta, or foetal vessels running 

across lobes of a placenta with one or more auxiliary lobes, might cause this. This affects about 1 

in every 6000 pregnancies, but it is possible that it is under-reported. Vasa praevia poses a serious 

threat to the foetus. When the foetal membranes rupture spontaneously or artificially, unprotected 

foetal arteries are at a danger of rupture, resulting in foetal haemorrhage. As a result, at the time 

of membrane rupture, vasa praevia frequently presents as with fresh vaginal bleeding and 

abnormal FHR patterns. In the absence of timely action, foetal death can occur, with a mortality 
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rate of around 60%. If the diagnosis is made antenatally, survival chances have been reported to 

improve by up to 97 percent. 

Before membrane rupture, the diagnosis is difficult, although an experienced obstetrician may be 

able to feel vessels on digital examination and on speculum examination below the presenting 

area.  To demonstrate presence of foetal blood, an 'apt test' on vaginal blood can be conducted, 

but it is impracticable in day-to-day practice. In order to diagnose vasa praevia, delivery by 

caesarean section should not be delayed in the presence of vaginal bleeding, especially if it is 

linked with membrane rupture and foetal compromise. 
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Figure 8, 8: Vasa Praevia 

If echogenic, parallel or circular lines near the cervix representing the umbilical cord are detected 

on grey-scale ultrasonography, vasa praevia should be suspected.  Doppler and TVS can be used 

to confirm the diagnosis. Vasa praevia has been associated with in-vitro fertilization pregnancies 

in several studies. In vitro fertilization pregnancies with a low placenta, as well as cases where the 

placenta was low-lying in the mid-trimester scan but has receded from the internal os on repeat 

assessment, the diagnosis should be kept in mind. Unless obstetric complications arise, a 

scheduled caesarean section should be attempted once foetal lung maturity has been established 

(preferably at term), but before the commencement of labour. 
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CLINICAL REVIEW 

According to Sharmila et al., 2016, the rate of antepartum haemorrhage was 3.8 percent. The 

most common condition was abruptio placenta (56 percent). In both abruption (53.5%) and 

placenta previa (53.5%), the age group 20 to 30 years had the highest number of patients (52.5 

percent). Multiparous patients made up 53.6 percent of abruption patients and 79 percent of 

placenta previa patients. The majority of individuals with antepartum haemorrhage (56%) had a 

gestational age of 28 to 34 weeks. The average gestation time in APH patients was 33.4 weeks. 

64 percent of patients with abruption and 42 percent of patients with placenta previa were 

between the ages of 31 and 34 weeks and 6 days. At the time of admission, 64 percent of the 

patients in this research were anemic. Majority Hb levels of 7.5-9.9 g% were found in 34% of 

anemic patients. Hb of 5 to 7.4 g% was found in 35.7 percent of patients with abruption, and Hb 

of 7.5 to 9.9 gm was found in 42.1 percent of patients with placenta previa. The most common 

risk factor for APH was pre-eclampsia (36%). Cesarean delivery was the commonest mode of 

delivery, accounting for 60% of all births. The majority of abruption patients (53.6%) had a 

normal delivery. The most common mode of delivery for placenta previa was caesarean section, 

which accounted for 89.5 percent of the total. In 22 percent of the patients, postpartum 

haemorrhage was the most common consequence. Placenta accreta was found in 5.3 percent of 

patients with placenta previa. DIC and renal failure were both found in 3.6 percent of the patients. 

The majority of the patients in this study (64 percent) required blood transfusions. Blood 

transfusions were necessary in 64 percent of abruption patients and 68 percent of placenta previa 

patients. In 31% of the cases, IUDs or stillbirths were found. Neonatal mortality were found in 

5.8% of the cases. Prematurity was the most common complication in their study, accounting for 

82.8 percent of cases, followed by neonatal jaundice, which accounted for 51 percent. In 8.5 

percent of the cases, NICU admissions were present. In their study, 56% of the patients had an 

APGAR score of 7 at 1 minute and 63% had an APGAR score of 4 to 6 at 5 minutes. The 
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majority of neonates weighed 1.5-2 kg at birth. The majority of previa newborns (39.2%) had a 

birth weight of 1.5-2 kg. According to the findings, antepartum haemorrhage is still a top cause of 

maternal morbidity and mortality in our nation 
[58]

. 

Surabhi et al., 2019 published a study that looked at the maternal and foetal outcomes of 

abruption placentae. For this study, 78 patients were considered. The age range of 26- 30 years 

was the most common in the study (45 percent), followed by the age group of 25 years (33 

percent). The most common modes of delivery were LSCS (60 percent), vaginal (33 percent), and 

instrumental (33 percent) (6 percent). They found that abruptio placenta was linked to other 

antenatal variables such anaemia (87.18 percent), hypertension (48.72 percent), previous LSCS 

(30.77 percent), and previous history of abortion (22.45 percent) in the study. Anemia (78.21 

percent), PPH (46.15 percent), hypovolemic shock (41.03 percent), prolonged hospital stays (> 7 

days) (29.49 percent), and DIC were the most common postpartum maternal problems (10.26 

percent). In their study, 30.77 percent were IUFD/stillbirth, 39.74 percent of newborns required 

neonatal resuscitation. In all, 19.67% of newborns required more than 5 days in the NICU. They 

found 8 early neonatal deaths. According to the findings, the gold standard treatment for abruptio 

placenta is resuscitation and termination. Screening for hypertensive disorders during pregnancy, 

early identification of abruption, and rapid treatment of shock by blood and blood product 

transfusion can reduce maternal and neonatal mortality and morbidity 
[59] 

Takai et al., 2017 conducted a study in Kano's Aminu Kano Teaching Hospital to determine the 

etiology, prevalence, fetomaternal outcome and sociodemographic factors of pregnancies 

complicated with APH. According to the study, the prevalence of APH in their environment was 

high. Placenta abruptio and placenta previa were the most common causes. Intrauterine foetal 

death was the most common foetal complication, and postpartum haemorrhage and anaemia, with 

a high blood transfusion rate, were the most common maternal problems. The unfavorable effects 



 
 

35 
 

of APH can be reduced by early identification, prenatal treatment, and emergency obstetric care 

[60]
. 

Tyagi et al., 2016 conducted a study in a tertiary care hospital in India to identify parameters 

associated with APH and to quantify maternal morbidity, mortality, and perinatal outcome in 

APH patients. According to the findings, APH is a major cause of maternal and perinatal 

morbidity and mortality that can be avoided through yearly registration, regular antenatal care, 

early detection of high-risk cases, and prompt referral to a higher Centre. APH maternal and 

perinatal outcomes can be improved with caesarean section facilities, blood banks, and a 

multidisciplinary approach with a good NICU. The findings of this study were found to be in 

good agreement with those of earlier research. 
[61] 
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4. MATERIALS AND METHODS 

 

STUDY DESIGN: Prospective Observational Study 

SAMPLING: Purposive sampling 

METHODOLOGY: 

After obtaining approval from the Institutional Ethical Committee, the study was carried out at 

the Labour Room Complex In a tertiary care Hospital in Dharwad from December 2019 to 

November 2020. The study comprised 45 patients who presented to the Labour Room with APH. 

Sample size calculated from an average of patients presenting to labour room with APH- data 

collected from previous hospital records. 

INCLUSION CRITERIA: 

 All pregnant women with gestational age over 28weeks with APH. 

EXCLUSION CRITERIA: 

 Pregnant women whose gestational age is less than 28 weeks. 

 Pregnant women with diagnosed hematological disorders. 

The study only included women who met the above criteria, after obtaining their informed 

consents The patient and family members. On admission, a complete history of the patient was 

gathered, including her age, other demographic details and previous antenatal check-ups. A 

general physical examination was performed to evaluate both the maternal and foetal wellbeing. 

Per abdominal examination, per speculum and Per Vaginum examinations (wherever needed) 

were performed. The patient's gestational age was established using her dates, followed by a first 
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trimester ultrasound and a basic obstetric ultrasound to confirm foetal growth, placental position, 

and AFI. 

All patients presenting with APH were initially investigated and managed 

as outline below, but subsequent management was done according to the 

suspected cause, severity and type of bleeding and the gestational age of 

the pregnancy. 

The initial management of the APH management includes: 

 An intravenous line with a wide bore cannula wassecured. 

 Blood samples for blood haemoglobin estimation, blood grouping 

and cross-matching were taken. Bleeding time, clotting time and 

clot retraction time werenoted. 

 Intravenous fluids and blood and blood products (if necessary) 

were given according to the severity of bleeding and patients’ 

general condition. 

 After this initial management, the further management wasbased 

on followingcriteria 

 Whether the bleeding hadstopped 

 If bleeding continued, if bleeding was mild and 

non-life threatening 

 If bleeding was severe and life threatening 

 If fetus was in distress irrespective of bleedingpattern 

 If there was fetaldistress 

The subsequent management, based on the above factors was 
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divided into: 

 Immediatedelivery 

 Expectant management 

If placenta praevia and abruption-placenta were excluded, rest of the 

patients were placed under unclassified haemorrhage and further 

management depended on gestational age, nature of bleeding, the state of the 

fetus and cause of bleeding. The majority of the benign causes of genital 

bleeding (vulvar lesions, cervical erosions, cervical polyps, vaginitis and 

vulvovaginal varicosities) and cervical carcinoma were excluded by gentle 

visual examination of the lower genital tract with the speculum. The 

conditions were treated accordingly. 

The following details in terms of maternal and fetal outcome– type of APH, mode of delivery, 

intrapartum and postpartum complications, blood transfusion (if any), associated risk factors, 

need for ICU care- if required, fetal outcome – dead/ alive, preterm/ term, APGAR score, birth 

weight were noted and tabulated. 

Statistical analysis was done using SPSS and P value of <0.05 was considered 

significant. 
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RESULTS AND ANALYSIS 

TABLE 1: AGEWISE DISTRIBUTION OF PATIENTS IN THE 

STUDY GROUP 

Age groups No of patients % Of patients 

20-24yrs 15 33.33 

25-29yrs 17                      37.77 

>=30yrs 13 28.88 

Total 45 100.00 

Mean±SD 26.44±4.14 

This table shows the age wise distribution of the study group. Majority (37.78%) 

of the patients were in the age group of 25 to 29 years. 33.33% of the patients were 

in the age group of 20-24 years. 

CHART 1: AGEWISE DISTRIBUTION OF PATIENTS IN THE 

STUDY GROUP 
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TABLE 2: EDUCATION WISE DISTRIBUTION OF PATIENTS IN 

THE STUDY GROUP 

Education No of patients % of patients 

Literate 19 42.22 

Literate 26 57.78 

Total 45 100.00 

In present study, the above table shows that 57% of the patients with APH were Illiterate 

in our study group. 

CHART 2: EDUCATION WISE DISTRIBUTION OF PATIENTS 
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TABLE 3: SOCIOECONOMIC CLASS WISE GROUPING 

OF PATIENTS IN THE STUDY GROUP 

SES class No of patients % of patients 

Class 1 3 6.67 

Class 2 6 13.33 

Class 3 16 35.56 

Class 4 20 44.44 

Total 45 100.00 

This table shows that the majority of the patients belonged to class4(44.44%) 

and class 3(35.56%) of modified BG Prasad classification of socioeconomic 

status 

CHART 3 
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TABLE 4: OBSTERTIC SCORE WISE DISTRIBUTION 

Obstetric score No of patients % of patients 

Primi 22 49.88 

Multi 23 51.11 

Total 45 100.00 

This shows incidence of APH in multigravidas and primigravidas in our study 

group. There is not much difference in the Incidence of APH between the two 

groups but is slightly higher in the multigravidas in comparison. 

CHART 4: OBSTETRIC SCORE WISE DISTRIBUTION 
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TABLE 5: GESTATIONAL AGE WISE DISTRIBUTION IN 

THE STUDY GROUP 

Gestational age No of patients % of patients 

28.0-32.0 weeks 9 20.00 

32.01-34.0 weeks 9 20.00 

34.01-37.0 weeks 17 37.77 

>=37.01 weeks 10 22.22 

Total 45 100.00 

Mean±SD 34.43±2.85 

This table depicts the gestational age wise distribution of the study group. Majority of the 

patients presented with APH at a gestational age between 34+1 & 37 weeks mean 

gestational age was 34.43 wks 

CHART 5: GESTATIONAL AGE WISE DISTRIBUTION
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TABLE 5: TYPE OF APH IN THE STUDY GROUP 

Type of APH No of patients % of patients 

Placenta Praevia 18 40 

Abruptio Placenta 26 57.77 

PP+AP 1 2.23 

Total 45 100.00 

 Abruptio Placenta was more common than placenta praevia in our study, 

accounting upto almost 58%. There was one case with Placenta Praevia who 

also had Abruption. 

CHART 5: TYPE OF APH IN THE STUDY GROUP
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TABLE 6: DISTRIBUTION OF GRADES OF PLACENTA PRAEVIA 

IN THE STUDY GROUP 

Type of PP No of patients % of patients 

Type 1 5 27.77 

Type 2 3 16.66 

Type 3 2 11.11 

Type 4  8 44.44 

Total 18 100.00 

Type 4 Placenta Praevia was the most common type in our study group. 

CHART 6: GRADES OF PLACENTA PRAEVIA 

 

37.50 

12.50 12.50 

37.50 

0.0 

4.0 

8.0 

12.0 

16.0 

20.0 

24.0 

28.0 

32.0 

36.0 

40.0 

Type 1 Type 2 Type 3 Type 4  

P
e

rc
e

n
ta

ge
 



 
 

46 
 

TABLE 7 : FETAL PRESENTATION- WISE DISTRIBUTION IN 

THE STUDY 

Presentation No of patients % of patients 

Breech 5 62.50 

Cephalic 27 337.50 

Total 45 100.00 

This table shows that 15% of the patients had malpresentation and breech was the most 

common in our study group. 

CHART 7: FETAL PRESENTATION 
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TABLE 8 : MODE OF DELIVERY WISE DISTRIBUTION 

IN THE STUDY GROUP 

Mode of delivery No of patients % of patients 

Emergency LSCS 25 65.62 

Vaginal Delivery 20 34.38 

Total 45 100.00 

The commonest mode of delivery was Caesarean Delivery in our study 

CHART 8: MODE OF DELIVERY 
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TABLE 9: PATIENTS REQUIRING BLOOD 

TRANSFUSION IN THE STUDY 

Blood transfusion No of patients % of patients 

PRBC 22 53.13 

PRBC+ FFP+ RDP 5 6.25 

 

A total of 27 patients required Blood Transfusion, amounting to 60%. Among whom, 

85% of the patients, required only PRBCs where as the rest required FFPs and RDPS as 

well. 

CHART 9: PATIENTS REQUIRING BLOOD TRANSFUSIONS 
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TABLE 10: RISK FACTORS IN THE STUDY GROUP 

Associated risk factors No of patients % of patients 

DCDA 1 3.13 

Dengue 1 3.13 

FGR 1 3.13 

GDM 3 9.38 

Grand multiparity 1 3.13 

HELLP 1 3.13 

Hypothyroidism 2 6.25 

FGR 1 3.13 

IVF 3 9.38 

Oligohydramnios 1 3.13 

Polyhydramnios 2 6.25 

Previous 1 LSCS 6 18.78 

Previous 2 LSCS 3 9.38 

SPE 18 56.34 

None 5 15.65 

 



 
 

50 
 

CHART 10: RISK FACTORS IN THE STUDY GROUP 

 

The above chart depicts all the associated risk factors in the study group. Severe Pre 

eclampsia was the most common associated risk factor followed by H/O previous LSCS.  

5 patients had no risk factors  
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TABLE 11: DISTRIBUTION OF INTRAPARTUM 

COMPLICATIONS  

Intra partum complications No of 

patients % of patients 

Couvelaire uterus 7 15.55 

PPH 18 39.13 

Needing Uterine Artery Ligation/Internal Artery 

Ligation 6 13.33 

Caesarean Hysterectomy 4 8.88 

 CHART 11: INTRAPARTUM COMPLICATIONS 
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PPH was the most common intra partum complication, for which 6 of them 

required uterine artery ligation/ internal iliac artery ligation and 4 cases were 

proceeded to caesarean hysterectomy. 

TABLE 12: MATERNAL COMPLICATIONS WISE 

DISTRIBUTION 

Risk factors No of patients % of patients 

AKI 2 4.44 

Exudative RD 1 2.22 

PE 2       4.44 

Shock 1 2.22 

Mild anaemia 6 13.33 

Moderate anaemia 15 33.33 

Severe anaemia 11 24.44 

None 14 31.1 

 

68.88% of the patients developed various complications, where in, anaemia 

(71.11%) was the most common requiring multiple blood transfusions. 

There was one mortality in the abruption group. 
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CHART 12: MATERNAL COMPLICATIONS 

 

TABLE 13: ALIVE/STILL BORN  

Alive/still born No of patients % of patients 

Alive 33 62.50 

IUD 12 26.66 

Total 45 100.00 
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CHART 13: ALIVE/ STILL BORN 

 

70% live births were there.All IUDs were in the Abruptio group. 

TABLE 14: TERM VS PRETERM NEONATES 

Delivery type No of patients % Of patients 

Late Pre Term 2 3.13 

Preterm 31 68.75 

Term 13 28.13 

Total 45 100.00 



 
 

55 
 

 CHART 14: TERM VS PRETERM NEONATES 

 

Prematurity was the most common complication observed in the neonates.  

71.88% of the neonates were preterm. 
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TABLE 15: BIRTH WEIGHT WISE DISTRINUTION IN 

THE STUDY GROUP 

Birth weight of 

baby 

No of 

patients 

% of 

patients 

1.0-1.5kgs 14 31.25 

1.6-2.0kgs 16 34.38 

2.1-2.5kgs 10 21.88 

>=2.6kgs 5 12.50 

Total 45 100.00 

Mean±SD 1.93±0.57 
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CHART 15: BIRTH WEIGHT WISE DISTRIBUTION 

 

Mean birthweight among the group was 1.93KG 

TABLE 16: APGAR AT 1 MINUTE 

APGAR at 1min No of patients % of patients 

<=7 15 46.88 

>7 5 15.63 

Mean±SD 6.80±1.36 
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TABLE 17: APGAR AT 5 MINUTE 

APGAR at 5min No of patients % of patients 

<=7 5 15.63 

>7 15 46.88 

Mean±SD 7.90±0.91 

 

TABLE 18: COMPARISON OF APGAR SCORES AT 1MIN 

AND 5MIN BY DEPENDENT T TEST 

 

 

 

 

 

 



 
 

59 
 

CHART 16: COMPARISON OF APGAR AT 1 MINUTE 

AND 5 MINUTE 

 

Mean APGAR at 1 minute was 7 while mean APGAR at 5 minute was 8. 
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TABLE 19: NEONATAL MORBIDITY WISE 

DISTRIBUTION 

Neonatal Morbidity No of patients % of patients 

HIE 2 6.25 

HMD 4 12.50 

Low birth weight 1 3.13 

NICU care 9 28.13 

NNJ 9 28.13 

Sepsis 5 15.63 

Shock 1 3.13 

ROP 1 3.13 

Thrombocytopenia 1 3.13 

Prematurity was the most common morditidy. 28 % neonates required NICU 

care and 28% of the neonates required phototherapy. 6 neonates succumbed 

after birth. 

 

 

 



 
 

61 
 

DISCUSSION 

Obstetric haemorrhage is still one of the major causes contributing to maternal death in 

developing nations, accounting for up to half of the estimated 5lakh maternal deaths that 

occur each year worldwide 
[63]

. Both antepartum and postpartum haemorrhage are 

included in obstetric haemorrhage (RCOG) 

In everyday practice, an obstetrician must deal with life-threatening situations such as 

APH and make a prompt and rational decision to terminate the pregnancy while 

balancing the safety of both the fetus and the mother without putting either of them at 

risk. 

Various causes leading to APH was noted in the present study. Incidence of abruption 

placentae was 56%, PP was 44%. However, the incidence of PP is lower in western 

literature. Taylor et al observed that Asian women had a higher incidence of Placenta 

praevia
 [9]

 

Patients with Abruption were divided into booked and unbooked groups to see how and 

if antenatal care affected maternal and fetal outcomes. Patients who had one or more 

ANC checkups in our hospital were labelled as booked, while those who had none were 

labelled as unbooked. In my study, 68.8 percent of the patients were unbooked compared 

to 31.1 percent who were booked. This shows that, even though its incidence is 

unpredictable, good antenatal care is of utmost importance as high-risk patients can be 

kept under strict surveillance and early intervention may be done improving the maternal 

and fetal outcomes. 
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APH was observed frequently in patients with a low educational status. Most of the 

patients who presented to our labour theatre with APH were at gestational age ranging 

from 34 to 37 weeks (37.7%). In both PP and Abruptio placentae, increasing age has been 

linked as a predisposing factor. Patients with APH in this study ranged in age from 21 to 

29 years old. Pedowitz et al
 [12] 

and Das et al 
[13]

 both found that the most instances 

occurred in the same age group. According to Ananth et al 
[14]

, the incidence of placenta 

praevia increases with age. In addition, William et al 
[15]

 found that as with advancing 

age, their risk of AP rises. 

The incidence of APH was not much higher in multipara (51%) than nullipara (49 %) in 

the current investigation. According to Chakraborty et al
 [8]

, the prevalence of APH was 

greater in multigravidas. Cotton et al
 [16] 

observed that 83.2 percent of their PP patients 

were multiparous and 16.78 percent were nulliparous in their study. Crenshaw et al 
[17]

 

found that 10% of PP patients were in their first trimester. High parity increased the 

likelihood of placental abruption, according to Ananth et al
 [14]

. 

FHS (fetal heart sound) is a sign of fetal health. The absence of FHS or indications of 

fetal distress was critical in determining the fetus's state, and the obstetric intervention of 

the patient was partly dependent on it. In the current study with APH, At the time of 

admission, particularly in abruptio placenta, , fetal heart sound was absent in 26 

percent of cases. When compared to the placenta praevia group, where all cases had 

normal FHS at admission, this was determined to be statistically significant. The findings 

of the study are comparable to those of Chakraborty et al
 [8]

, who found normal FHS in 66 

percent of all APH patients. In their study, normal FHS were found in 72.56 percent of 
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PP patients. In 33.33 percent of AP patients, FHS was absent. Evidence of fetal distress 

was found in 26.08 percent of patients with AP in their study. 

In our study, 40 percent of APH cases had a history of past LSCS or abortions. In 

comparison, 8 cases of AP had prior h/o LSCS whereas, 10 cases of PP patients had h/o 

abortions and/ or prior caesarean section. This is consistent with the findings of Gilliam 

et al
 [19]

 and Taylor et al
 [9]

, who found a history of previous CS in 20% and 15% of PP 

cases, respectively, in their studies. 

According to the findings, 44.44 percent of cases of placenta praevia had a history of 

previous LSCS, 11.11 percent of cases had a history of both previous LSCS and 

abortions, and 5 percent of cases had a history of abortions, which is statistically 

significant when compared to cases of abruption placenta, where only three cases had a 

history of previous LSCS (11.15%) and abortions (11.15%) each. Hibbard et al
 [20] 

found 

a higher frequency of AP in women who had previously had an abortion and the risk of 

AP increases with increase in number of curettages 

In the current study, 74% percent of patients with APH had associated risk factors. 

Patients with abruptio placenta were 76 percent more likely to have severe pre-eclampsia, 

11% more likely to be associated with GDM/ Polyhydramnios and 5% more likely to 

have hypothyroidism. 7.4 percent of patients with APH had hypertensive problems of 

pregnancy, according to Hibbard et al 
[20]

. In APH patients, Rai et al
 [10] 

discovered a 4.4 

percent incidence of hypertensive disorders of pregnancy. 
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Many patients required transfusions of blood and blood products to treat anaemia, 

ongoing blood loss, and DIC. 61 percent of abruptio-placenta patients required blood 

transfusions. Patients with placenta praevia required transfusion in 55.5% of cases. 

In our study, 57.69 percent of the cases of APH underwent CS. In individuals with 

abruption placentae, an early and prompt caesarean operation improves perinatal salvage. 

Intra-operative bleeding occurred in 31% of cases of placenta praevia, with bilateral 

uterine artery ligation performed in 16.67% of cases and hysterectomy performed in 

16.66% of cases. No placenta accreta was found. The incidence of placenta accreta was 

found to be 4.4 percent, 4 percent, and 6.32 percent by Pedowitz et al
 [12],

 Cotton et al
[16]

, 

and McShane et al
[23]

, respectively. Couvelaire uterus was detected in 19.2%, 5 cases in 

the abruption placenta group. In their investigation, Rai et al
[10]

 discovered Couvelaire 

uterus in 10.5 percent of APH patients. 

One maternal death (0.02%) occurred in present study. The patient died as a result of 

renal failure, DIC, and pulmonary edema after suffering from grade III Abruption 

Placenta. Gorodeski et al. [24] reported 0.46 percent maternal mortality in APH, while 

Pedowitz et al. [12] reported 0.9 percent. Cotton et al. [16] discovered no mortality in PP 

cases in their study. 

Neonatal jaundice was the most common complication in APH, followed by prematurity 

and birth asphyxia. 8% neonates had neonatal jaundice. Prematurity was commonly seen 

in abruption placentae. 45% neonates were premature. 6 neonates died of respiratory 

distress syndrome. 62% babies of APH were low birth weight. 
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CONCLUSION 

According to the findings of this study, antepartum haemorrhage is still one the 

worrisome causes of maternal morbidity and mortality in our country. 

APH cannot be reliably predicted. Both maternal and perinatal morbidity and mortality 

has been liked with APH. When a patient presents with PV bleed, its good practice to 

conduct a thorough Per Speculum examination, an ultrasound examination to rule out 

placenta praevia. Per vaginal examination must be withheld until the possibility of 

placenta praevia is ruled out. 

All patients who present with APH must undergo thorough examination/ evaluation to 

ascertain the cause of the bleed and also to assess the maternal and fetal 

status/compromise, if any.  

Plan of management based on the maternal and fetal status, gestational age, 

hemodynamic status must be made. A multidisciplinary approach involving the senior 

obstetrician, anaesthesiologist is needed. A call for mode and timing of delivery must be 

taken. All relevant Investigations should be carried out to determine the extent of APH 

and its consequences. 

While placenta praevia is a sonographical diagnosis, abruption is a clinical diagnosis. 

Although, to certain extent, an ultrasound can help with diagnosing AP, it is neither 

sensitive nor reliable tool. 

Maternal resuscitation and fetal assessment must be done simultaneously and a plan for 

mode of delivery and timing of delivery must be done once the mother is resuscitated.  
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Vasa praevia is difficult to diagnose clinically. Mothers who present with spotting or 

bleeding PV must always be admitted until a diagnosis is made, further plan of 

management is charted out and must be treated as in- patient until at least 24-48 hours 

since her last episode of bleed.  

Following unexplained APH, in expectant line of management, periodic and regular 

maternal and fetal monitoring must be done. Serial Growth scan with Doppler studies is 

recommended 

Though effective management of Antepartum haemorrhage has contributed in reducing 

the maternal mortality, neonatal mortality is still of huge concern due to iatrogenic 

prematurity. 

To reduce the maternal and neonatal mortality and morbidity associated with APH,  

 General condition of the mother must be improved prior conception by correcting her 

anaemia, malnutrition, if present. The mother must have a healthy diet all through her 

pregnancy. 

 Regular antenatal checkups. 

 Early detection and tagging of high-risk pregnancies 

 Their timely referral to higher centers whenever applicable  

 Multidisciplinary approach involving senior consultants is must 

 Placenta accreta must be ruled out in all cases of placenta praevia with prior history 

of caesarean delivery 

 Prompt and early decision for caesarean section- before the mother deteriorates 

further. 
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 Judicious blood and its component transfusion- following massive transfusion 

protocols as applicable 

 Expectant line of management wherever and whenever plausible, in a good tertiary 

setup improves the outcome in both mother as well as the neonate. 

 Good NICU setup. 
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SUMMARY 

Among 5660 deliveries in our set up, the incidence of APH was 0.79% Abruption was 

the most common cause of APH amounting up to 60% whereas the incidence of placenta 

praevia was 40%. Severe pre-eclampsia was the most common associated risk factor. 

Caesarean section was the most common mode of delivery. PPH, requiring multiple 

transfusions was the most common maternal complication in both AP and PP groups. 

4 patients underwent caesarean hysterectomy as a result of intractable intrapartum 

haemorrhage. Maternal mortality was high in the AP group. Morbidity was also high in 

AP group in terms of severe anaemia, DIC, shock, acute kidney injury, pulmonary 

edema- as most of them were unbooked and they presented late. 

Placenta praevia can be diagnosed reliably and in the antenatal period and So they were 

carefully managed- 16% of booked placenta previa patients underwent Elective LSCS at 

38 weeks, reducing the burden of maternal and neonatal morbidity.   

IUD was more prevalent in the abruptio group. 

Prematurity was the most common cause of neonatal morbidity in patients presenting 

with APH. Good nutritional status, regular antenatal care, early diagnosis, early referral, 

charting out the plan of management in advance, close monitoring until delivery, prompt 

delivery, multidisciplinary approach to the management, individualized care, liberal but 

judicial blood transfusions, expectant care whenever feasible, effective management of 

intrapartum and postpartum complications and associated risk factors, good neonatal 

care- all help in the reducing the burden of maternal and neonatal morbidity and mortality 

due to APH. 
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ANNEXURES: 

ANNEXURE 1: PROFORMA 

A PROSPECTIVE OBSERVATIONAL STUDY OF FETOMATERNAL OUTCOME IN 

ANTEPARTUM HAEMORRHAGE IN PREGNANCY 

CASE NO                                                                                                        OP NO 

BOOKED                                                          IP NO 

NAME                                                                      OCCUPATION 

AGE                                                                         RELIGION 

SOCIOECONOMIC STATUS                                  ADDRESS 

OBSTETRIC SCORE                                                                                       DOA 

GESTATIONAL AGE                                                                                      DOD 

PREVIOUS MODE OF DELIVERY 

 HISTORY OF D&C 

 PREVIOUS LSCS 

TYPE OF APH 

USG FINDINGS 

ASSOCIATED RISK FACTORS 

FETAL PRESENTATION 

MODE OF DELIVERY 

INTRAPARTUM COMPLICATIONS, if any 
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MATERNAL MORBIDITY 

 ANAEMIA 

 NUMBER OF BLOOD TRANSFUSIONS 

 NO OF DAYS OF ICU STAY 

              DIC 

NEONATAL COMPLICATIONS 

SEX 

WEIGHT 

CRIED AT NIRTH: Y  /  N 

APGAR 

 AT 1 MIN 

 AT 5 MIN 

NEONATAL MORBIDITY 
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ANNEXURE 2: CONSENT FORM 

  Patient informed consent form 

  

Study title: A PROSPECTIVE OBSERVATIONAL STUDY OF FETOMATERNAL 

OUTCOME IN ANTEPARTUM HAEMORRHAGE IN PREGNANCY 

  

  

I ………………………….., declare that I have been briefed and here by consent to be 

included as a subject in the following dissertation “A PROSPECTIVE OBSERVATIONAL 

STUDY OF FETOMATERNAL OUTCOME IN ANTEPARTUM HAEMORRHAGE IN 

PREGNANCY”  

I have been informed to my satisfaction by the attending Dr. SURABHI P, the purpose of 

work done and laboratory investigations required and any other investigations that may be 

required in management of my case. 

This has been explained to me in the language I understand and I fully consent for the same 

Signature of the doctor: Signature of patient: 

Name of doctor: 

  

Date: 
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