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Abstract

Uterine rupture is commonly described as an obstetrics catastrophy due to its associated increase in maternal as well
as perinatal morbidity and mortality. The diagnosis of uterine rupture is usually clinical especially when there are
background obvious risk factors. However, when risk factors are not obvious or classical clinical features or bleeding
per vaginam more especially after delivery is assumed to be due to cervical or perineal tear, occurrence of uterine
rupture could be missed and hence delay in the diagnosis. In this case report, we describe a case of missed uterine
rupture which was diagnosed after 24 hours of vaginal delivery in a tertiary hospital.

Keywords: Induction of labour; Vaginal delivery; Primary postpartum haemorrhage; Delayed/missed diagnosis of
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1. Introduction

Uterine rupture is an obstetrics emergency usually described as an obstetric catastrophy due to the associated increased
perinatal and maternal morbidity and mortality [1]. When the diagnosis is not made immediately after rupture leading
to delays of up to a day or several days, the morbidity and mortality is much worse. This delay usually occurs when the
common risk factors for uterine rupture previous uterine scar, high parity, use of oxcytocics in labour, instrumental
vaginal deliveries and uterine manipulations during the peripartum periods [2] are not readily evident or where
associated bleeding from the rupture is slow and not revealed through the vagina. The common symptoms of complete
uterine rupture which include but not limited to foetal heart rate abnormalities, abdominal pains and distension,
bleeding per vaginam [3] and signs of shock such as hypotension, maternal tachycardia and tachypnea may also be
present depending on the interval between the occurrence of the rupture and the diagnosis. These symptoms and signs
usually develop slowly and become obvious later after several hours or days culminating in delayed recognition of
uterine rupture. Rottenstreich et al identified unscarred uterus, epidural analgesia during labour and grandmultiparity
as independent risk factors for delayed diagnosis of uterine rupture [4]. When other causes of primary postpartum
haemorrhage occur at the period of delivery, the initial bleeding may only be attributed to this leading to missed
diagnosis and the delay in the diagnosis. Our patient had cervical laceration with active bleeding which was repaired
and the bleeding stopped. This possibly masked the co-existing uterine rupture and then the associated delay in the
diagnosis. Maternal outcomes equally showed that parturients with a delayed diagnosis had significantly higher rates
of blood transfusions, puerperal fever, and hysterectomy [4]. Sepsis and intra-abdominal abscess collection are also
common findings in cases of missed or delayed diagnosis of uterine rupture [5,6,7]. These were not seen in our patient
as the delay in diagnosis within 24 hours and these could not have developed. We present a case of uterine rupture in
an unscarred uterus which diagnosis was missed for over a duration of 24 hours after vaginal delivery in a tertiary
hospital.

* Corresponding author: Chika Thompson Ugwuanyi

Copyright © 2026 Author(s) retain the copyright of this article. This article is published under the terms of the Creative Commons Attribution License 4.0.


http://creativecommons.org/licenses/by/4.0/deed.en_US
https://magnascientiapub.com/journals/msabp/
https://doi.org/10.30574/msabp.2026.17.1.0020
https://crossmark.crossref.org/dialog/?doi=10.30574/msabp.2026.17.1.0020&domain=pdf

Magna Scientia Advanced Biology and Pharmacy, 2026, 17(01), 062-067

2. Case

Mrs EU, a 37 year old G4P3A3 who was admitted to the prenatal ward at a gestational age of 41 weeks + 2 days with
elevated blood pressure of 160/100mmHg with lower limb oedema that extended to involve the lower abdomen. She
had no other symptoms of pre-eclampsia with severe features. She had postdate pregnancy in the second and the third
pregnancy was complicated with pre-eclampsia. She had induction of labour in the second and the third pregnancy on
account of postdatism and pre-eclampsia respectively. All her deliveries were via the vaginal route and with normal
puerperal periods. Her medical history was not significant and she had no history of uterine surgery.

On admission, she had no uterine contractions. Vaginal examination showed Bishop Scores of 3/13. Her urinalysis
showed proteinuria of 2++. The biophysical profile and nonstress test done showed a score 0of 8/10 (figure 1). Nonstress
test was 0. Her platelet counts was normal. The liver function test as well as serum electrolyte urea and creatinine
showed normal findings (figure 2). She was commenced on MgSo4 according to the Pritchart regimen-hospital protocol.
She was equally commenced on oral antihypertensives; oral Alpha methyldopa 500mg 8 hourly and oral Nifedipine
20mg daily. The blood pressure thereafter remained fairly controlled between 150/90-140/90 mmHg. She was
counseled on the options of delivery route. She declined caesarean section citing that she had induction of labour in the
previous pregnancy for similar condition and had good outcome. She was counseled on the risks and she consented to
induction of labour with close foeto-maternal surveillance. Her packed cell volume was 37% and 2 units of blood were
cross-matched for her. She was then commenced on cervical ripening with 25pg trans-vaginal misoprostol and this
transited her to labour pains after 2 hours of administration. The continuous electronic foetal monitoring was instituted
which showed essentially normal findings throughout the labour period. She expressed irresistible urge to bear down

4 hours later and subsequently had vaginal delivery of a live female neonate with APGAR Scores of 81 and 105. Birth
weight was 3.4kg. The third stage of labour was managed actively. Significant vaginal bleeding was noticed shortly after
the delivery of the placenta and assessment of primary postpartum haemorrhage due to uterine atony and genital tracts
lacerations which included cervical laceration was made. She received 80 iu oxytocin infusion. She had EUA with cervical
and posterior vaginal wall repair and bleeding per vaginam stopped. She received a unit of whole blood during the
procedure. She was admitted to the High Dependency unit of the labour ward where she received additional 2 units of
whole blood. About 20 hours later she was transferred to the postnatal ward in a fair clinical condition but with
tachycardia. About 3 hours after transfer to the postnatal ward, she complained of abdominal pain and generalized body
weakness. She was in obvious painful distress, pale, afebrile with a temperature of 36.5%. Other vital signs were; pulse
rate of 118 beats per minute, blood pressure of 140/80mmHg, respiratory rate of 22 cycles per minute and SPO2 of
98% at roam air. Her abdomen was distended with generalized tenderness. Abdominal tap showed positive aspirate of
4ml of non-clotting blood and suspicion of uterine rupture was made. Urgent abdominopelvic ultrasound showed
moderate to massive intra-peritoneal fluid with echoes and floating bowel loops of normal caliber with impression of
haemo-peritoneum (figure 3). Diagnosis of ruptured uterus was then made. Patient was counseled on the findings and
need for emergency exploratory laparotomy and possible hysterectomy. Written informed consent was obtained.
Urgent packed cell volume was 18% (Figure 4). Clotting profile showed normal parameters (figure 5). Four units of
blood were cross-matched. She subsequently had exploratory laparotomy and findings showed haemo-peritoneum of
2500ml with a right lateral lower uterine segment tear about 8cm long extending to the cervix with laceration of the
right uterine vessel with active bleeding. There was an ipsilateral broad ligament haematoma of 10cm in dimension.
The broad ligament haematoma was evacuated and the uterine laceration repaired using number 2 vicryl suture in 2
layers and haemostasis achieved. She received 3 units of blood intra-operation. Inmediate post-operative condition
was satisfactory. She received 3 additional units of blood in the post-operative period making a total of 9 units of blood
in the course of the treatment. Her general clinical condition improved gradually and was discharged in satisfactory
condition 5 day post-operation with haematocrit level of 29%.
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Figure 2 Liver and kidney function tests before exploratory laparotomy
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Figure 3 Abdominopelvic ultrasound scan that suggested uterine rupture

Figure 4 Pre-operative packed cell volume
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Figure 5 Clotting profile picture before exploratory laparotomy

3. Discussion

Uterine rupture is a cause of major morbidity and mortality [1]. Commonly, uterine rupture is an intra-partum event
occurring following induction/augmentation of labour, instrumental vaginal delivery, in a high parity or those with
previous uterine surgeries or congenital uterine anomaliesZand the diagnosis of rupture can be made promptly. The
diagnosis of uterine rupture can be missed or delayed shortly or several days after delivery where some of these risk
factors are not evident commonly in parturients with unscarred uterus, high parity and use of epidural analgesia in
labour [4,5,6,7]. Where delay was prolonged, there is occasionally associated sepsis and intra-abdominal abscess [5,6,7].
Sepsis and intra-abdominal abscess collections were not seen in our patient as diagnosis was made within 24 hours of
occurrence. In Portugal, Rosado and the study group reported delayed diagnosis of uterine rupture in an unscarred
uterus for a duration of 6 days after uncomplicated vaginal delivery for which the patient subsequently had
hysterectomy [5]. While she was para 3 just like our patient, her labour was spontaneous unlike our patient that received
prostaglandin. The rupture could have been due to the delivery of foetal macrosomia. The absence of common risk factor
such as previous caesarean section, induction or augmentation of labour could have been responsible for the delay in
diagnosis unlike our patient that received prostaglandin. Similar delayed diagnosis of uterine rupture of 23 days after
uncomplicated vaginal delivery with previous caesarean section was reported by Ali and his colleagues [6]. The vaginal
delivery was supervised at home by a midwife. The delay in the diagnosis despite bleeding per vaginam that developed
shortly after vaginal delivery and finding of over 2 litres of peritoneal haemorrhage, could have been due to the possible
poor surveillance in the midwife led home delivery compared to better surveillance in an obstetrician led care in
teaching hospital setting where our patient was managed with earlier diagnosis. The delay could have also been as a
result of slow bleeding from previous uterine scar which was the only point of rupture unlike in our patient where
rupture was on intact uterus and bleeding expected to be more rapid leading to earlier deterioration of patient’s
condition with earlier diagnosis. In Brooklyn, New York City, Narasimhulu and his colleagues reported delay of 3 days
in the diagnosis of uterine rupture in a parturient with a previous caesarean who had uncomplicated vaginal delivery
at term [7]. The diagnosis of uterine rupture was with the aid of abdominal ultrasound and computed tomography (CT)
which revealed uterine defect and pelvic fluid collection tracking into the right paracolic gutters. The patient had CT
guided drainage of this collection with complete recovery but the uterine defect was left unrepaired. The delay in the
diagnosis here was possibly due to patient’s major complaints of high grade fever, hypotension, tachypnea which were
more suggestive of sepsis unlike in our patient where hypotension and abdominal distension suggesting more of
intraperitoneal blood collection leading to earlier suspicion of uterine rupture and diagnosis. Rupture at the previous
scar and possible associated slow rate of haemorrhage could have led to the delay in diagnosis compared to our patient
that had rupture of the intact uterus. While diagnosis was largely via radiologic evaluation, definitive diagnosis of
uterine rupture was made during laparotomy in our patient. In Palestine, Igqnaibi and the study group reported a missed
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diagnosis of uterine rupture which occurred 5 days after uneventful vaginal delivery in a parturient with previous
caesarean section [8]. While high parity and previous caesarean section were possible risk factors here, our patient had
no previous uterine scar and was only para 3. The delayed diagnosis could be due to slow bleeding from previous scar
and major complaints which were mainly suggestive of sepsis. The delay in the diagnosis in our patient was the initial
believe that the postpartum haemorrhage was due only to the cervical laceration which she had that was promptly
repaired.

4., Conclusion

Uterine rupture remains an obstetrics catastrophy. In an unscarred uterus, early diagnosis can be missed. High index of
suspicion and close postpartum vital sign monitoring is therefore very imperative in early detection of uterine rupture
to prevent associated increased maternal morbidity and mortality in delayed or missed diagnosis especially in cases of
high parity, augmentation or induction of labour.
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