YORUK ve Ark.

REMAINING ALIVE AFTER AMNIOTIC FLUID EMBOLISM:
A CASE REPORT

AMNIYON SIVI EMBOLIST SONRASI SAG KALIM : OLGU SUNUMU

Reyyan OZCAN TEMIZKAN, Sevki CELEN, Ayhan SUCAK, Sevtap HAMDEMIR
Zekai Tahir Burak Woman’s Health Education and Research Hospital -ANKARA

Gelis Tarihi:10.05.2010

Abstract:

Amnion fluid embolism (AFE) is a rare but catastrophic
complication of pregnancy. Its incidence varies from
1:8000 to 1:80.000 and the mortality rate is about 61-
86%. Neonatal survival reaches 40-70% Our case was a
healthy, 36 year old multigravida at 39 weeks gestation
hospitalized for induction of labor, which developed
AFE in the active phase of labor. Initial symptom was
acute and severe hypotension, followed by collapse of
peripheral circulation, cyanosis and acute respiratory
failure. The patient underwent an urgent cesarean sec-
tion with the survival of neurologically intact fetus but
complicated with severe hemorrhage and DIC.Despite
of severe coagulopathy, the mother was discharged
from the hospital at the end of one week. Amniotic fluid
embolism is a very complicated problem, difficult to
manage. Complete management of AFE requires quali-
fied, experienced and multidisciplinary physicians.
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Amniotic fluid embolism (AFE) is a rare, unpredictable,
life threatening complication unique to pregnancy (1).
This new concept, anaphylactoid reactions in AFE be-
came more important.

The incidence of AFE has been reported in the range of
1/8000 to 1/80000 deliveries. Two recent, AFE mortality
rate changes between %61 to %86 in different studies. It
is estimated that 10% of all maternal deaths are caused by
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Ozet

Amniyon stvi embolisi (AFE) gebelikte nadir goriilen
fakat ¢ok ciddi seyirli bir komplikasyondur. Insidansi
1:8000 ile 1:80000 arasinda degismektedir. Mortalite
orani %61-86 dir. Neonatal sag kalim % 40-70’ dir. Va-
kamiz saglikli 36 yasinda multigravid eylemin indiiksi-
yonu i¢in yatirilmis 39 haftalik gebeydi. Eylemin aktif
fazinda AFE gelisti. Baslangi¢c semptomu akut ve ciddi
hipotansiyon, takiben periferal dolasim kollapsi ,siya-
noz ve akut solunum yetmezligidir. Hasta acil olarak se-
zeryana alindi. Norolojik olarak fetus saglam olarak ¢i-
karild1 sonrasinda annede ciddi hemoraji ve DIC gelisti.
Ciddi koagiilopatiye ragmen hasta bir hafta icinde has-
taneden taburcu edilebildi.

Amniyon s1vi embolisi yonetimi ¢ok zor olan nadir go-
riilen fakat ¢ok ciidi seyirli bir komplikasyondur. Bu se-
beple AFE yonetimi deneyimli ve nitelikli hekimlerin
bulundugu multidisipliner hastanelerde yapilmalidir.

Anahtar Kelimeler: Amniyon sivi embolisi, anaflak-
tik reaksiyon, koagiilopati.

AFE (2,5) fetal outcome is poor when AFE occurs before
delivery. We presented a case whose labor was compli-
cated by AFE

Case Report

A healthy 36 year old multigravida (G4P1Y 1D/C1EXU1)
at 39 weeks gestation was admitted to Zekai Tahir Burak
Woman’s Health Education and Research Hospital.
The patient had a 39 weeks of fetus who had a vertex
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presentation with a cervical dilatation of 4 cm, ruptured
uterine membranes, blood pressure 120/70mmbh and fetal
heart rate of 144 bpm.Two hours later cervical dilatation
reached 5 cm, the patient suddenly showed manifestations
of acute respiratory failure, cyanosis and hypotension
70/30 mmHg, followed by cardiovascular collapse. Severe
decelerations were shown in cardiotocograph.

Immediate intubation was performed within 3 min
with iv infusion of propofol 140 mg and 35 mg esmeron.
The patient was transferred to the operating room with in 5
min. Emergency cesarean section was performed because
of severe fetal bradycardia, resulting in the delivery of a
viable female infant weighing 2870 gram with an APGAR
score of 3 at 2 minutes, fetal hearth rate 70-80 bpm af-
ter successful cardiopulmonary resuscitation, an APGAR
score of 7 at 5 min The newborn was extubated shortly.

After the delivery, twenty minutes later the patient
developed severe coagulopathy. A rubber drain was placed
to cul de sac. After the delivery, the woman was noted
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to have sinus tachycardia, 165 bpm, and blood pressure
109/73 with vasopressor and sympathomimetic agents.

Uterus was not contracted in spite of continuous
uterine massage, 0.2 mg methergine and oxytocin infu-
sion. Estimated total blood loss was 2500 cc.

Two hours after the delivery, the hemoglobin lev-
els decreased from 13.9 mg/dl to the level of 8.5 g/dl de-
spite the replacement of two units of packed red blood cell
transfusion.

Seven units of fresh frozen plasma, three units of
platelet and four units of packed red blood cell was trans-
fused shortly after the operation. The patient was consulted
to cardiology Unit. Echocardiography showed minimally
right atrial dilatation and sinus tachycardia.

Ten hours after the onset of first symptom, the pa-
tient became hemodinamically stable and was transferred
to the intensive care unit (ICU).

Table-1: Laboratory findings during the patient’s hospital surveillance.

Hb (g/dl) | Plt(10%/pl) PT aPTT | INR Fibrinogen (g/1) D-Dimer
Preoperative 13.9 169 11,3 28.6 0,83 240
Intraoperative 11.2 79 33,1 113.6 3,25
Postoperative 2 hrs | 8.5 120
Posttransfusion 10,8 122
Postoperative 25 hrs | 7.3 72 180 11,68
Postoperative 48 hrs | 8.4 98 1
Normal Range 13,6-17.2 | 156-373 11-15 | 25-40 |0,75-1.5 | 140-450 0-0,50

Discussion

70% of cases occurred during labor, 19% were recorded
during cesarean section, and 11% of cases occurred imme-
diately following vaginal delivery.(2) Our patient showed
symptoms during active phase of labor. There is increased
frequency of AFE in women who underwent cesarean de-
livery. Approximately 50% of cases were associated with
fetal distress, suggesting that AFE and associated hypoxia
proceed cesarean delivery (4,7) as in our case. The pa-
tient went cesarean section following severe fetal distress
caused by AFE.

Mechanism of AFE is poorly understood. Normal-
ly intact fetal membranes do not permit the entrance of the
amniotic fluid in the maternal circulation.(10) AFE occurs
only when there is a breach in this barrier. Definitive diag-
nosis can be made by finding amniotic fluid components in
maternal pulmonary vasculature in postmortem examina-
tions. Amniotic fluid components composed to maternal
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circulation through placental sites and endocervical ves-
sels via electrochemical gradient or pressure. (8) AFE is a
process that involves a chain reaction of many mediators
of inflammation like prostaglandins, leukotriens, PAFs and
complement activating factors which are elevated during
labor. (9) This mechanism is similar to anaphylaxis and
septic shock (2)

There is no specific diagnostic test and a high
index of suspicion is necessary when a pregnant woman
presents with any of the above signs and symptoms.

Classic presenting symptoms of AFE include res-
piratory distress, altered mental status, profound hypoten-
sion, coagulopathy and death. (5) Other signs and symp-
toms include nausea, vomiting, fever, chills, and headache.
Clark (2) from USA and Tuffnell (6) were worked system-
atically on this issue providing for suspected AFE. In our
case, all the four criteria were met.DIC is a common fea-
ture of AFE. About 83% of patients demonstrated labora-
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tory abnormalities or clinical findings consistent with DIC.
Onset is variable. In 50% of cases, coagulopathy starts
within 4 hours, often within 20 to 30 minutes of symptom
onset. (2) In our case, clinical coagulopathy started intra-
operative, about 20 minutes after the initial symptom and
clinical coagulopathy is confirmed with abnormal coagula-
tion profile.

There are no specific manners of management of
AFE. The management of women with AFE must be multi-
disciplinary and patient should be managed in an intensive
care unit. Following the vital signs of the patient should
be goal of the management. The basis of the management
of AFE is support of airway, tissue oxygenation, breath-
ing and circulation and correction of coagulopathy. (3, 13,
14) To maintain tissue oxygenation, 100% supplemental
oxygen is necessary via intubation and positive pressure
ventilation.

Intravascular volume must be preserved with crys-
talloids and colloids, if necessary inotropes and vasopres-
sors may be administered. The aim is to improve circula-
tion and maintain renal perfusion and urine output. (12)

In case of severe hemorrhage, blood and blood
products such as platelet, fresh-frozen plasma and cryopre-
cipitate should be prepared and ordered rapidly. Uterine ar-
tery embolization and recombinant factor VII may be used
in cases of severe coagulopathy resistant to conventional
blood and blood product replacement. (11, 15)

In conclusion, treatment of patient who undergoes
AFE resembles treatment of the anaflactic shock. Thanks
to early intervention and successful transfusion, patients
can survive. Thus, labor management should be performed

in a hospital that has blood center.
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