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Abstract

Background: Fetal bladder rupture causing urinary ascites is uncommon. It is generally related to invasive fetal
medicine procedures or obstructive disorders such as in posterior urethral valves in male fetuses. An exceptional
case of spontaneous bladder rupture in a female fetus occurred in a pregnant woman treated with high doses of
opiates in an intensive care unit. This unusual obstetric situation leads to discussion of the possible causes of fetal
bladder rupture, its management, and the pediatric prognosis.

Case presentation: We report the case of a 30-year-old nulliparous black woman with a history of mesenteric
cystic lymphangioma and multiple bowel resections leading to chronic malabsorption. During her pregnancy, our
patient presented with an occlusive syndrome and major bilateral renal dilation. Urinary derivation resulted in
iatrogenic bilateral ureteral perforation. Our patient thus presented with major uroperitoneum, bilateral pleural
effusion and acute renal failure, treated by thoracic drainage and bilateral nephrostomy. Postoperative pain required
treatment with level III analgesics. In this context, 5 days after morphine treatment introduction an enlarged fetal
bladder was observed, followed 3 days later by voluminous fetal ascites. The diagnosis of spontaneous bladder
rupture was suspected. After multidisciplinary discussion, expectant management was decided. At 31 weeks and 4 days
gestation, our patient went into spontaneous labor with a subsequent vaginal delivery. The infant required
resuscitation and paracentesis of ascites at birth. Her neonatal course was favorable with a simple urethral bladder
drainage. Cystography at day 9 was normal. At 2 years of follow-up, the mother and the child have a normal course.

Conclusions: An iatrogenic origin of megacystis in a female fetus must be evoked in the event of maternal
administration of high doses of opiates in the second part of her pregnancy. In our case, the megacystis was followed
by spontaneous bladder rupture at 30 weeks of gestation, with a favorable maternal fetal issue.
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Introduction
Fetal bladder rupture resulting in urinary ascites is a rare
occurrence. It is most often linked to invasive fetal medi-
cine procedures or obstructive pathologies, such as in pos-
terior urethral valves in male fetuses [1]. We report an
exceptional case of spontaneous bladder rupture in a fe-
male fetus at 30 weeks of gestation (WG) in a patient hos-
pitalized in the intensive care unit (ICU) for iatrogenic
uroperitoneum. This isolated obstetric case opens up the
discussion to possible etiologies of fetal bladder rupture,
management methods and the pediatric prognosis.

Case presentation
We report the case of a 30-year-old nulliparous black
woman with a history of primary mesenteric cystic lym-
phangioma requiring multiple bowel resections in child-
hood. This history was responsible for chronic
malabsorption resulting from short bowel syndrome, for
which our patient received long-term monthly supple-
mental parenteral nutrition. She weighed 41 kg for 1.57
m at the beginning of pregnancy (a body mass index
[BMI] of 16.6).
Her first trimester of pregnancy followed a normal

course and combined aneuploidy screening did not iden-
tify increased risk (combined risk 1/10,000). A control
ultrasound at 22 WG showed a eutrophic female fetus
with no observable morphological abnormalities (par-
ticularly of the urinary tract and abdomen) or excess
amniotic fluid.
At 26 WG, our patient presented with mild to moderate

bowel occlusion on computed tomography (CT) scan.
Medical treatment involving nasogastric intubation and
parenteral nutrition supplementation provided rapid
though transient clinical improvement. After multidiscip-
linary consultation, it was decided to maintain exclusive
parenteral nutrition until the end of the pregnancy due to
signs of recurrent occlusion at 28 WG.
At 29 WG, our patient was hospitalized for bilateral

lumbar pain. A renal ultrasound revealed dilatation of
the bilateral pyelocaliceal cavities (27 mm on the right,
30 mm on the left) attributed to compression by the
gravid uterus. Given the persistent pain and a slight rise
in serum creatinine (63 to 84 micromol/L), an internal
ureteral bypass with double J stents was rapidly per-
formed. The procedure proved to be difficult due to ur-
eteral siphons hindering the insertion of the stents and
resulted in accidental bilateral ureteral perforation. Post-
operative pain required the use of level III analgesics: oral
morphine: immediate release oxycodone 5mg 4 times a
day and nefopam 120mg continuous intravenous daily.
At 29 weeks and 4 days gestation, our patient was

transferred to an ICU near the level 3 maternity ward. A
CT scan revealed significant uroperitoneum and bilateral
pleural effusion. Worsening of respiratory manifestations

and onset of acute renal impairment (serum creatinine
180 micromol/L, potassium 5.2 mmol/L) required thor-
acic drainage (1900 mL) and bilateral nephrostomies.
Our patient’s nephrological and respiratory condition
rapidly improved.
During her ICU stay, our patient presented painful

uterine contractions, for which she received tocolytic
treatment with atosiban. For the persistent low back
pain, morphine was continued intravenously at a mean
dose of 50 mg of oxynorm per day (patient-controlled
analgesia). Antenatal corticosteroid therapy was given.
The fetal heart rate (FHR) was normal.
On ultrasound, the fetus was eutrophic (estimated fetal

weight [EFW]: 1250 g at 29 weeks and 3 days), in ceph-
alic presentation, with a moderate excess of amniotic
fluid (cisterna magna 112mm) and increased bladder
volume. At 29 weeks and 5 days gestation, 5 days after
parenteral introduction of high-dose opioids, fetal mega-
cystis increased (50 mm× 52mm) and was associated
with pyelocaliceal dilatation (Fig. 1).
Three days later, an ultrasound revealed voluminous

fetal ascites and a small bladder with thickened walls
(3mm) (Fig. 2). The fetal kidneys were morphologically
normal. No anasarca or sign of fetal anemia (normal mid-
dle cerebral artery peak systolic velocity) was evident and
the amniotic fluid index was normal. Possible spontaneous
bladder rupture with urinary peritonitis was suggested. In
the absence of a clear cause, the morphine derivatives ad-
ministered to the mother, for 8 days (from 29 to 30 + 1
WG), were suggested as a contributing factor to the fetal
megacystis.
After multidisciplinary discussion (pediatric surgeon,

pediatric nephrologist, and obstetrician), anticipatory
management was decided. Urgent extraction or draining
of antenatal ascites were not performed because fetal
hemodynamics were satisfactory. Our patient was closely
monitored with three fetal heart rate (FHR) recordings
per day and two ultrasounds per week. The maternal
and fetal condition remained stable for 9 days (from
30weeks and 1 day to 31 weeks and 3 days) and the fetal
bladder remained unchanged throughout the monitoring.
At 31 weeks and 4 days gestation, our patient went into

labor spontaneously and received epidural anesthesia.
Labor was rapid and marked by moderate FHR abnormal-
ities. Our patient gave birth vaginally to a girl weighing
1700 g, presenting moderate ischemic anoxia with Apgar
scores at 1/1/10 and umbilical cord pH 7.19 (artery) and
7.27 (vein). Neonatal intensive care included mask ventila-
tion followed by orotracheal intubation and external car-
diac massage. Paracentesis of ascites (300mL citrinic
fluid) was carried out at 8 minutes. The infant was then
transferred to the ICU. Her respiratory state required tra-
cheal instillation of surfactant with a favorable respiratory
outcome. Her hemodynamic condition was stable. No
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Fig. 1 Fetal ultrasound at 28 weeks and 5 days. a Cross-section and (b) longitudinal: megacystis with renal impact. Presence of bilateral
pyelocaliceal dilatation

Fig. 2 Fetal ultrasound at 30 weeks and 1 day. (a) Fetal ascites, (b) fetal ascites, normal appearance of the kidneys, (c) small capacity bladder with
thickened walls
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definite neonatal infection was identified, and intravenous
antibiotic treatment was maintained for 8 days with
cefotaxim based on the notion of peripheral ampicillin-
resistant Escherichia coli carriage. Enteral feeding was
initiated on the first day with the mother’s milk and
then with specific infant formula for preterm neonates,
followed by central line parenteral nutrition for 15 days.
Transfontanellar cranial ultrasounds showed a grade 1 in-
traventricular hemorrhage with no parenchymal lesion.
Ascites drained at birth showed a biochemical profile

similar to plasma, in favor of uroperitoneum. No meta-
bolic disorder was found except for a plasma creatinine
level at 79 μl/L on day 1 which quickly normalized
within the first week of life. A urinary catheter was
inserted following delivery. The abdominal ultrasounds
performed on day 1 and day 6 were normal with a nor-
mal bladder wall. Cystography was normal on day 9 and
the bladder catheter was removed. Ascites did not recur.
The infant’s course was favorable without complications
during hospitalization.
Regular pediatric monitoring was performed after dis-

charge and showed a strictly normal outcome at last
follow-up at 2 years of age (adjusted). The mother has
been regularly monitored and has presented no compli-
cation. From a medical standpoint, a new pregnancy is
not recommended.

Discussion
The main causes of megacystis in a female fetus are re-
lated to an obstruction or stenosis of the lower urinary
tract, bladder diverticula obstructing the bladder outlet,
a neuropathy or a myopathy [2]. However, often no
cause can be found. In the male fetus, the most common
cause is posterior urethral valves. In our case, a possible
iatrogenic origin linked to maternal repeated opiates ad-
ministration (morphine, oxycodone, nefopam) during
eight consecutive days was suggested. It may be assumed
that the exposed fetus developed in utero megacystis,
followed by spontaneous rupture, subsequent to the ad-
ministration of morphine to her mother. The chronology
of this pharmacologically plausible, potential undesirable
effect is compatible. This clinical case has been compre-
hensively studied by the regional pharmacovigilance cen-
ter of the university hospital. The intrinsic imputability
of the onset of urinary complications to morphine and
its derivatives was classified as I2 (on a scale ranging
from I0 “excluded” to I4 “very likely”). The case has been
entered in the national pharmacovigilance database.
Opiates may cause urinary retention by direct action

on the bladder and by central inhibitory action on mic-
turition [3]. In addition, these effects may be increased
because of the immaturity of muscle and interstitial
tissue.

There have been previously published cases of signifi-
cant urinary dilatation leading to bladder rupture with
uroperitoneum. A similar case of megacystis with blad-
der rupture was reported in a fetus whose mother was
treated with midazolam and morphine between 32 and
33 WG. Rupture of the bladder associated with abun-
dant uroperitoneum was observed at 34 WG during an
ultrasound for decreased active fetal movements. The in-
fant was delivered by cesarean section with a favorable
pediatric outcome after 1 month of urinary drainage [4].
In addition, Bengtsson reported two cases of bladder dis-
tension with hydronephrosis in preterm neonates who
received morphine [3].
In the case we report, the normal cystography on day

1 of life did not exclude this diagnosis since the bladder
rupture would have taken place approximately 9 days be-
fore birth. In addition, the biochemical composition of
the ascitic fluid and absence of recurrence support this
hypothesis [5].
Fetal uroperitoneum has a biochemical composition

similar to plasma, where the peritoneum acts as a filter
[6], and it is not toxic to the peritoneum or bowel loops.
The impact of fetal uroperitoneum is difficult to assess
in terms of pain. The severity of fetal manifestations is
more often related to chronic diaphragmatic compres-
sion resulting in pulmonary hypoplasia whose neonatal
impact is difficult to predict [7].
There are no recommendations as to antenatal man-

agement of suspected uroperitoneum. Several thera-
peutic options are available to obstetric teams: fetal
extraction in the short term, installation of a bypass sys-
tem (peritoneal-amniotic shunt), or expectant manage-
ment. The main risk linked to in utero insertion of a
ureteral bypass system is preterm delivery, which is more
often the result of premature rupture of the membranes
(risk 5–7%). There are no current data related to
peritoneal-amniotic shunt because it is extremely rare.
However, the incidence of premature rupture of mem-
branes is probably similar to that observed in vesicoam-
niotic shunts [6, 8]. Other complications have also been
reported, such as displacement of the bypass system, oli-
goamnios or hydramnios, sepsis and laparoschisis [6].
Dysfunctions or complications from a ureteral bypass
system range between 45% and 60% [8]. The benefit/risk
ratio must be carefully considered before resorting to
this type of therapy.
The therapeutic choice must be guided by gestational

age, volume of uroperitoneum and its impact (particu-
larly hemodynamic), maternal condition, and the cou-
ple’s wishes. In our case, due to the high degree of
prematurity (uroperitoneum discovered at 30 WG) and
absence of major impact on the fetus, after the couple
had been fully informed a wait-and-see attitude seemed
to be the most appropriate solution.
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Neonatal management consisted of initial peritoneal
drainage of ascites and permanent insertion of a bladder
stent. Performing paracentesis of ascites from the time
of birth onward seems to be useful in improving the re-
spiratory state and facilitating resuscitation [9]. Bladder
perforation can be treated either by a permanent bladder
stent, leaving the bladder at rest for healing, or surgically
if the perforation is large [10]. In all cases, cystography
and/or cystoscopy for monitoring should be performed
during days 10–14 and before removing the stent to
check that the bladder is completely healed [10].

Conclusions
The main causes of megacystis in a female fetus are ob-
struction of the lower urinary tract, neuropathy or myop-
athy. As in our case, an iatrogenic origin of megacystosis in
a female fetus should be considered when high doses of
opiates are administered to the mother in the second half
of pregnancy. Spontaneous bladder rupture is one of the
possible complications when bladder distension becomes
significant. In the event of fetal bladder rupture, several
therapeutic options are available: short-term fetal extrac-
tion, placement of a peritoneo-amniotic shunt, or expectant
management. The therapeutic choice must be guided by
gestational age, volume of uroperitoneum and its impact
(especially hemodynamic), maternal condition, and the cou-
ple’s decision. As in our case report, expectant management
may be a relevant option in the absence of major impact on
the fetus and a high degree of prematurity.

Abbreviations
BMI: Body mass index; CT : Computed tomography; EFW: Estimated fetal
weight; FHR: Fetal heart rate; ICU: Intensive care unit; WG: Weeks of gestation

Acknowledgements
We would like to thank Doctor N. Bournet responsible for parenteral
nutrition, and our patient for agreeing to publication of this case report.

Authors’ contributions
FC, EB, AS and CC took the history and performed maternal and neonatal
physical examinations. FC and OP wrote the manuscript. IL contributed to
the writing of the manuscript. SD contributed to the neonatal physical
examination. All authors read, reviewed, and approved the manuscript
before submission.

Funding
None received.

Availability of data and materials
The patient’s file is available on demand.

Ethics approval and consent to participate
This work is approved by the institution’s ethics committee.

Consent for publication
Written informed consent was obtained from the patient for publication of
this case report and any accompanying images. A copy of the written
consent is available for review by the Editor-in-Chief of this journal.

Competing interests
The authors declare that they have no competing interests.

Author details
1CHU Toulouse, Pole de Gynécologie Obstétrique, Hôpital Paule de Viguier,
31059 Toulouse, France. 2Centre Régional de Pharmacovigilance
Midi-Pyrénées, 31000 Toulouse, France. 3CHU Toulouse, Hôpital des Enfants,
31059 Toulouse, France. 4Université de Toulouse III, UMR1027, 31073
Toulouse, France. 5Inserm UMR1027, 31073 Toulouse, France.

Received: 29 April 2020 Accepted: 1 June 2020

References
1. Trulock TS, Finnerty DP, Woodard JR. Neonatal bladder rupture: case report

and review of literature. J Urol. 1985;133:271–3.
2. Bracero LA, Seybold DJ, Koike J. Prenatal diagnosis of spontaneous bladder

rupture in a female fetus. Urology. 2011;77:1474–6.
3. Bengtsson B, Wootton-Gorges SL, Poulain FR, Sherman MP. Urinary effects

of morphine in preterm infants. Acta Pediatr. 2003;92:251–3.
4. Chaudhari T, Robertson M, Ellowood D, Simpson E, Keckes Z, Kent A. Maternal

ventilation and sedation for H1N1 influenza resulting in fetal bladder rupture
and urinary ascites. J Paediatr Child Health. 2013;49:E97–100.

5. Clarke HS, Mills ME, Parres JA, Kropp KA. The hyponatremia of neonatal
urinary ascites: clinical observations, experimental confirmation and
proposed mechanism. J Urol. 1993;150:778–81.

6. Singh N, Tripathi R, Tyagi S, Batra A. Antepartum fetal bladder rupture
leading to urinary ascitis: attempt to rescue by placement of peritoneo-
amniotic shunt. BMJ Case Rep. 2013;13:2013.

7. Löwenstein L, Solt I, Talmon R, Pery M, Suhov P, Drugan A. In utero
diagnosis of bladder perforation with urinary ascites. A case report. Fetal
Diagn Ther. 2003;18:179–82.

8. Quintero RA, Gomez Castro LA, Bermudez C, Chmait RH, Kontopoulos EV. In
utero management of fetal lower urinary tract obstruction with a novel
shunt: a landmark development in fetal therapy. J Matern Fetal Neonatal
Med. 2010;23:806–12.

9. Spasojevic S, Pavlovic V, Stojanovic V, Kovacevic B, Doronjski A. Prenatal
urinary ascites due to the idiopathic bladder rupture. J Matern Fetal
Neonatal Med. 2009;22:537–9.

10. Limas C, Soultanidis C, Deftereos S, Skordala M, Sigalas J. A case of
spontaneous rupture of the bladder. Turk J Pediatr. 2007;49:196–9.

Publisher’s Note
Springer Nature remains neutral with regard to jurisdictional claims in
published maps and institutional affiliations.

Cadoret et al. Journal of Medical Case Reports          (2020) 14:115 Page 5 of 5


	Abstract
	Background
	Case presentation
	Conclusions

	Introduction
	Case presentation
	Discussion
	Conclusions
	Abbreviations
	Acknowledgements
	Authors’ contributions
	Funding
	Availability of data and materials
	Ethics approval and consent to participate
	Consent for publication
	Competing interests
	Author details
	References
	Publisher’s Note

