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INFORMAGAO CLINICA
CLINICAL REPORT

Embolia Amniética durante Parto Normal sob Analgesia.
Relato de Caso*

Amniotic Fluid Embolism during Vaginal Delivery under Analgesia.
Case Report

José Fernando Amaral Meletti, TSA!, Reinaldo Vargas Bastos de Miranda, TSA?

RESUMO
Meletti JFA, Miranda RVB — Embolia Amniética durante Parto Normal
sob Analgesia. Relato de Caso.

JUSTIFICATIVA E OBJETIVOS: A embolia amnidtica é rara, sen-
do quadro clinico de inicio subito e elevada morbidade. O objeti-
vo deste trabalho foi apresentar um caso de embolia amniética em
paciente primigesta, submetida a analgesia para parto normal.

RELATO DO CASO: Gestante de 38 anos, bolsa rota e 5 cm de
dilatagdo do colo uterino. Apresentava-se com muita dor, agitacao,
sudorese, taquissistolia e vendclise com Ringer com lactato asso-
ciado a 5 Ul de ocitocina em gotejamento lento, pressao arterial (PA)
de 110 x 70 mmHg, freqiiéncia cardiaca (FC) 115 bpm, em ritmo
sinusal e SpO, de 98%. Optou-se por técnica combinada, empre-
gando-se 2,5 mg de bupivacaina pesada e 20 ug de fentanil no es-
paco subaracndideo e cateter no espaco peridural. Apés 20 minutos
do inicio da analgesia a paciente referiu prurido subito e inten-
so, apresentou agitagdo, vémito e palidez, FC 160 bpm, taquipnéia,
SpO, 80% e PA inaudivel. Administrou-se solugéo fisiologica a 0,9%
(500 mL) associada a hidrocortisona, efedrina (50 mg) e oxigénio
sob mascara facial com fluxo de 10 L.min*. Nesse momento, a PA
era 60 x 30 mmHg, a FC 150 bpm e a SpO, 92%. Como a PA ten-
dia a diminuir, foi administrado um total de 7 mg de metaraminol,
divididos em varias doses. Apos o parto vaginal, a paciente foi en-
caminhada a UTI com PA 90 x 60 mmHg, FC 110 bpm e taquipnéia.
Duas horas apds apresentou sangramento e hipotensao arterial,
sendo diagnosticado coagulagéo intravascular disseminada (CIVD),
tratada com cristaldides, concentrado de hemacias e plasma fresco
congelado. Alta da UTI no terceiro dia de pés-operatorio.
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CONCLUSOES: Em decorréncia da dramaticidade, gravidade e
instalacdo abrupta do quadro, a rapidez e objetividade de medidas
para manter sinais vitais sdo fundamentais e decisivos para a so-
brevida das gestantes. Alerta-se para a importancia de monitoracdo
durante a analgesia de parto.

Unitermos: CIRURGIA, Obstétrica; parto; COMPLICACOES: coagu-
lago intravascular disseminada, embolia amnidtica.

SUMMARY
Meletti JFA, Miranda RVB — Amniotic Fluid Embolism during Vaginal
Delivery under Analgesia. Case Report.

BACKGROUND AND OBJECTIVES: Amniotic fluid embolism is
a rare occurrence; it has a sudden onset and high morbidity. The
objective of this report was to present a case of amniotic fluid em-
bolism in a primipara undergoing analgesia for vaginal delivery.

CASE REPORYT: This is a 38-year old pregnant woman with amniotic
sac ruptured, cervix with 5-cm dilation, complaining of severe pain;
the patient was agitated, diaphoretic, and with tachysystoly. After
venipuncture, Ringer’s lactate with 5 IU of oxytocin was infused
slowly, blood pressure (BP) 110 x 70 mmHg, heart rate (HR) 115 bpm
with sinus rhythm, and SpO, 98%. It was decided to use a combined
technique: 2.5 mg of heavy bupivacaine and 20 ug of fentanyl were
administered in the subarachnoid space and a catheter was inserted
into the epidural space. Twenty minutes after the institution of
analgesia, the patient complained of sudden onset of severe
pruritus, she was agitated, with nausea and vomiting, pale, HR 160
bpm, tachypneic, SpO, 80%, and BP could not be detected. Nor-
mal saline (500 mL) associated with hydrocortisone, ephedrine (50
mg), and oxygen with a face mask at 10 L.min* were administered.
At that moment, she presented BP 60 x 30 mmHg, HR 150 bpm, and
Sp0, 92%. Since BP tended to decrease, a total of 7 mg of meta-
raminol were administered divided in several doses. After vaginal
delivery, the patient was transferred to the ICU with BP 90 x 60 mmHg,
HR 110, and tachypnea. Two hours later, she developed bleeding
and hypotension; disseminated intravascular coagulation (DIC) was
diagnosed and the patient treated with crystalloid solutions, packed
red blood cells and fresh frozen plasma. She was discharged from
the ICU in the 3rd postoperative day (PO).

CONCLUSIONS: Due to the dramatic presentation, severity, and fast
installation of the symptoms, the speed and objectivity of the
measures instituted to maintain vital signs are fundamental and
decisive for survival of pregnant patients. We alert for the im-
portance of monitoring during labor analgesia.

Key Words: COMPLICATIONS: disseminated intravascular coagu-

lation, amniotic fluid embolism; SURGERY, Obstetric: vaginal de-
livery.
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MELETTI E MIRANDA

INTRODUCAO

A embolia amnidtica € uma complicacdo materna rara, com
incidéncia entre 1:8.000 a 1:80.000 partos, de instalacdo
abrupta e potencialmente fatal, com mortalidade materna
oscilando em torno de 50% 1.

Das pacientes sobreviventes, cerca de 70% apresentam al-
gum déficit neuroldgico 2.

O presente relato refere-se a um evento de embolia amnio-
tica em gestante de 38 anos, primigesta, 35 semanas de
gestacdo, bolsa rota submetida & analgesia de parto normal
com técnica combinada raqui-peridural.

RELATO DO CASO

Paciente de 38 anos, estado fisico ASA Il, gestante de cerca
de 35 semanas, internada devido a amniorrexe prematura.
Foi solicitada analgesia de parto com 5 cm de dilatagdo cer-
vical e taquissistolia uterina.

A paciente apresentava-se com intensa dor, agitada, com
dificuldade de responder ao inquérito da avaliagdo pré-anes-
tésica, sem, contudo, nenhuma contra-indicagdo para rea-
lizagdo de anestesia condutiva. Ao exame apresentava-se
com presséo arterial (PA) 110 x 70 mmHg, freqiiéncia car-
diaca (FC) de 115 bpm, ritmo sinusal e SpO, 98%. A paciente
estava com acesso venoso periférico e Ringer com lactato
associado a cinco unidades de ocitocina, infundida por
gotejamento simples.

Optou-se por anestesia combinada raqui-peridural, realizada
sem intercorréncias, entre L, e L,, administrando-se 2,5 mg
de bupivacaina a 0,5% pesada e 20 ug de fentanil no espa-
¢o subaracnoideo, instalado cateter no espaco peridural.
Cerca de trés minutos apds a punc¢do a paciente referiu
melhora das dores, sendo administrado 1 g de cefalotina a
pedido do obstetra. A presséo arterial estava em 100 x 60
mmHg e a FC em 110 bpm.

Cerca de 20 minutos do inicio da instalagdo da analgesia,
a paciente queixou-se de prurido intenso e foi medicada com
10 mg de difenidramina, de maneira lenta, diluida na solu-
¢do cristaldide de manutencao. A paciente comegou a refe-
rir falta de ar, ficou muito agitada e apresentou um episédio
de vOmito. Ao exame fisico estava palida, com sudorese in-
tensa, taquicardia (FC de 150 a 160 bpm), taquipnéia, SpO,
entre 80% e 85% e pressao arterial inaudivel.

Prontamente foram administrados 50 mg de efedrina, pun-
cionado outro acesso venoso calibroso e administrado de
modo rapido 500 mL de solucao fisioldgica a 0,9% associa-
da a 500 mg de hidrocortisona. Também foi administrado O,
a 100% sob mascara facial com fluxo de 10 L.min. A hip6-
tese diagnéstica inicial foi de uma reacgdo alérgica grave.
Nesse momento, a pressao arterial estava em 60 x 30 mmHg
e a FC em 150 bpm, SpO, em 92% e a paciente apresen-
tou melhora do nivel de consciéncia. Para melhor controle
da pressao arterial e da freqiiéncia cardiaca foram adminis-
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trados 7 mg de metaraminol, divididos em varias doses,
associados a solucdo de Ringer com lactato.

Apb6s 5 minutos do inicio do episédio, a pressdo arterial es-
tava em 90 x 40 mmHg, a FC em 110 bpm e a paciente apre-
sentava-se contactuante e cooperativa. O obstetra decidiu
continuar com a opcao por parto vaginal e cerca de 15 mi-
nutos apds o parto ocorreu. O periodo expulsivo foi prolon-
gado.

O recém-nascido do sexo masculino apresentou Apgar 0 no
primeiro minuto. Foi reanimado, evoluiu para 3 no quinto
minuto e 7 no décimo minuto. A paciente evoluiu com hipoto-
nia uterina e sangramento importante, sendo administradas
15 Ul de ocitocina e 0,2 mg de ergotrate por via venosa as-
sociados a hidratagdo com 1.500 mL de Ringer com lactato.
A paciente foi encaminhada a UTI consciente, com PA de 90
x 60 mmHg, FC 115 bpm, taquipnéia e palidez cutanea.
Duas horas ap6s a sua admissdo na unidade, ela apre-
sentou sangramento e hipotensédo arterial importante, sendo
realizada reposicao volémica com cristaldides e duas uni-
dades de concentrado de hemacias. Foram colhidos coagu-
lograma e hemograma e a paciente foi encaminhada ao
centro cirdrgico para revisdo de parto, que nao evidenciou
foco hemorragico significativo.

Foi realizada ultra-sonografia de abdémen, evidenciando
Utero integro com conteddo de sangue na cavidade uterina.
Os resultados laboratoriais indicaram: Ht 25%, Hb 8,2 g.dL?,
leucocitos 16.900, plaquetas: 191.000 cel.mm?®, TP: 58,5 s,
AP: 12%, INR: 8,9, TTPA 115 s. Diante do quadro a hipote-
se diagnostica foi coagulagéo intravascular disseminada
(CIVD) e choque (anafilatico, séptico, hipovolémico).
Durante a internagdo na UTI, a paciente também se sub-
meteu a ecocardiografia, que mostrou camara esquerda
pouco aumentada e derrame pleural bilateral discreto. Ela
recebeu antibioticoterapia de largo espectro e um total de 6
unidades de concentrado de hemécias e 6 unidades de
plasma fresco congelado. No terceiro dia de internagdo na
UTI, recebeu alta com hemograma e coagulograma normais.
A paciente teve alta hospitalar no quinto dia apds o parto,
sem diagnéstico claramente definido, somente com explica-
¢do de coagulagéo intravascular disseminada como con-
seqiéncia de choque séptico ou reacao alérgica. O filho
recebeu alta com 30 dias de internagdo sem anormalidades
neurolégicas aparentes.

DISCUSSAO

Uma das causas de morte subita em obstetricia € a embolia
amniotica, também chamada de embolia amniocaseosa ou
embolia por fluido amniocaseoso, e, mais recentemente, de
sindrome anafilatica da gravidez 3.

Descrita inicialmente em 1926 por Meyer 4, recebeu mais
notoriedade apds os trabalhos de Steiner e Lushbaugh em
19415 e Liban e Ratz em 19696, que relataram 14 6bitos de
parturientes com presenca de escamas fetais na circulacéo
pulmonar, rins, figado e encéfalo 22,
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Sua incidéncia varia de 1:8.000 a 1:80.000 casos na litera-
tura mundial; 70% dos casos de embolia amnidtica ocorrem
durante o trabalho de parto, 11% apds o parto vaginal e 19%
durante a realizagéo de cesariana, havendo significativa re-
lacdo desses casos com o nascimento de criancas do sexo
masculino 2.

A embolia amnidtica tem como causas clinicas a ruptura alta
das membranas, descolamento prematuro da placenta,
manobras intra-uterinas, parto acelerado associado a hiper-
contratilidade (ocitécicos), utilizagdo de cateteres para
amnioinfusdo, abortamento induzido e @bito fetal 2. A idade
avancada e multiparidade favorecem o estabelecimento do
quadro 7. No caso em questdo, a paciente era uma primi-
gesta de 38 anos, com bolsa rota, taquissistolia e uso de
ocitocina em gotejamento simples (sem bomba de infuséo).
O inicio de todo o quadro de embolia amniética deriva da
entrada na circulagdo materna de liquido amniotico, em
guantidade variavel, podendo causar em determinadas ges-
tantes, sobretudo nas atépicas, o quadro clinico mais co-
mum: instalagcdo abrupta de dispnéia, palidez, angustia,
alteracao do nivel de consciéncia, hipotensao arterial inten-
sa, depressdo cardiovascular e choque, podendo em cerca
de 50% dos casos evoluir com parada cardiaca e morte 8°,
Outros sintomas comumente presentes na embolia amnio-
tica incluem, febre, calafrio, nduseas, vémitos, dor de cabe-
¢a e evidéncia de sofrimento fetal agudo (desaceleracao e
bradicardia) °.

No caso apresentado, a gestante apresentou prurido intenso,
agitacdo, vomitos, dispnéia, palidez, taquicardia, PA inaudivel
e SpO, de 85%.

Essa seqiiéncia seria originada pela exposicdo da vascula-
tura pulmonar a um fluido imunologicamente ativo (acido
araquiddnico e seus metabdlitos), resultando em intensa
vasoconstricéo, liberagdo de fatores inflamatérios pulmona-
res, levando a alteragbes capilares, depressdo miocérdica,
hipotenséo arterial, edema pulmonar por insuficiéncia de
ventriculo esquerdo, choque e até parada cardiaca >***2,

O diagnéstico de embolia amniética é clinico e de exclusao,
devendo sempre ser suspeitado em gestante que durante,
ou logo apds o parto, apresentar abrupta e dramatica hi-
potensao arterial, dispnéia e colapso cardiovascular, que
caracterizam sua fase inicial.

A conduta frente a esse quadro deve ser suporte de vida, in-
cluindo oxigenoterapia, intubagéo traqueal se SpO, < 90%,
solugdes cristaldides, farmacos vasoativos, possivel cate-
terizagcdo da artéria pulmonar para balizar o débito cardiaco, a
presséo capilar pulmonar e orientar a reposi¢éo volémica .
No caso em questdo a paciente foi tratada com oxigenote-
rapia por mascara, ndo havendo necessidade de intubagéo
traqueal para manter a SpO, em 92%, farmacos vasoativos,
cristaléides, corticéide e difenidramina. Mais de 50% das
pacientes morrem nessa fase inicial.

Superando essa primeira fase, a embolia amnidtica, por li-
beracdo de fatores inflamatérios pulmonares, pode levar a
ativacdo imunolégica das vias de coagulagéo, podendo che-
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gar a CIVD em 83% dos casos. A presencga de tromboplas-
tina em grande quantidade no liquido amniético acelera o
mecanismo da coagulagéo, provoca agregacao plaquetéria,
promove liberagdo do fator Ill, ativa diretamente o fator X e a
cascata da coagulacéo 2.

O tratamento da CIVD deve ser feito com o emprego de con-
centrado de hemacias, plasma fresco congelado, concentra-
do de plaquetas e crioprecipitados ou fibrinogénio, conforme
a variabilidade do quadro, sua evolugdo e os exames
laboratoriais.

Normalmente, a CIVD manifesta-se apés os sintomas car-
diovasculares, mas em alguns casos ela pode precedé-los.
Nos casos graves de embolia amniédtica, o choque na pri-
meira fase costuma ser do tipo cardiogénico, enquanto na
segunda fase ha predominancia do tipo distributivo ou he-
morragico 415,

Em cerca de 55% dos casos, 0 nascimento ainda n&o ocor-
reu, sendo obrigatéria a extracéo fetal ou cesariana para
prevenir mais danos ao feto e facilitar manobras de reani-
magao 2.

N&o ha método profilatico no desenvolvimento da embolia
amnidtica. Somente a constante vigilancia, monitoragéo da
oximetria de pulso, eletrocardiograma continuo e possivel
capnografia podem auxiliar na detec¢éo e no socorro ime-
diato dessas parturientes.

O indice de mortalidade, apesar de todas as medidas, con-
tinua muito alto, e a embolia amniética segue sendo uma
complicacdo catastréfica que exige diagndstico rapido e
medidas rapidas e objetivas, ressaltando a importancia de
que as parturientes devem ser monitoradas e observadas
atentamente, em salas equipadas para qualquer emer-
géncia.

Amniotic Fluid Embolism during Vaginal
Delivery under Analgesia. Case Report

José Fernando Amaral Meletti, TSA, M.D.; Reinaldo Vargas
Bastos de Miranda, TSA, M.D.

INTRODUCTION

Amniotic fluid embolism is a rare maternal complication, with
an incidence that varies between 1:8,000 and 1:80,000 de-
liveries, with sudden presentation, and it is potentially fatal,
with maternal mortality around 50% 1.

Among patients who survive, approximately 70% develop
some neurologic deficit 2.

The present report focuses on a case of amniotic fluid em-
bolism in a 38 years old primipara, on the 35th week of preg-
nancy, with ruptured amniotic sac, who underwent labor
analgesia for vaginal delivery with combined spinal-epidural
block.
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CASE REPORT

A 38-year old female, physical status ASA Il, approximately on
the 35th week of pregnancy, was admitted to the hospital
due to premature amniorrhexis. Labor analgesia was re-
guested when the patient presented a 5-cm cervical dilation
and uterine tachysystoly.

The patient presented with severe pain, agitated, and with
difficulty to answer the questions of the pre-anesthetic eva-
luation; however, she did not present any contra-indication to
conductive anesthesia. On physical exam, her blood pressure
was (BP) 110 x 70 mmHg, heart rate (HR) 115 bpm, sinus
rhythm, and SpO, 98%. The patient had a peripheral venous
catheter with a slow infusion of Ringer’s lactate associated
with 5 units of oxytocin.

Combined spinal-epidural block was done, without inter-
currences, between L,-L,, and 2.5 mg of 0.5% heavy bupi-
vacaine and 20 pg of fentanyl were administered in the
subarachnoid space, and a catheter was introduced into the
epidural space. Approximately 3 minutes after the puncture
the patient referred improvement of the pain; 1 g of cepha-
lothin was administered upon request of the obstetrician.
Her BP was 110 x 60 mmHg and HR 110 bpm.
Approximately 20 minutes after analgesia, the patient com-
plained of severe pruritus, being treated with the slow
administration of 10 mg of diphenidramine diluted in the
maintenance crystalloid solution. She then complained of
shortness of breath, became very agitated, and had one
episode of vomiting. On physical exam, the patient was pale,
with profuse diaphoresis, tachycardic (HR between 150 and
160 bpm), tachypneic, SpO, between 80% and 85%, and BP
was inaudible.

Ephedrine, 50 mg, was administered immediately, another
venipuncture with a large bore catheter was done, and 500
mL of NS associated with 500 mg of hydrocortisone were
infused rapidly. Oxygen 100% was also administered via a
face mask at 10 L.min. A severe allergic reaction was the
initial diagnosis.

At this moment, the patient presented BP 60 x 30 mmHg, HR
150 bpm, SpO, 92%, and her level of consciousness impro-
ved. Metaraminol, 7 mg divided in several doses, associated
with Ringer’s lactate, was administered for better blood
pressure and heart rate control.

Five minutes after the beginning of the episode, the blood
pressure was 90 x 40 mmHg, HR 110 bpm, the patient was
awake and cooperative. The obstetrician decided to continue
the vaginal delivery, which occurred 15 minutes later. The
expulsive period was prolonged.

The male newborn had an Apgar of 0 in the first minute, 3 in
the 5th minute, and 7 in the 10th minute. The patient deve-
loped uterine hypotonia and important bleeding; 15 IU of
oxytocin and 0.2 mg of ergotrate intravenously associated
with hydration with 1,500 mL of Ringer’s lactate were admi-
nistered.
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The patient was unconscious when she was transferred to
the ICU, BP 90 x 60 mmHg, HR 115 bpm, tachypneic, and
pale. Two hours after her admission to the unit, she deve-
loped bleeding and severe hypotension; crystalloid solution
and two units of packed red blood cells were administered.
Blood was drawn for a coagulogram and CBC, and the pa-
tient was transferred to the operating room for revision of the
delivery, but a site of severe bleeding was not determined.
Abdominal ultrasound showed an intact uterus with blood in
the uterine cavity. Laboratorial exams showed: Ht 25%, Hb
8.2 g.dLt, WBC 16,900, platelets 191,000 cel.mm?3, PT 58.5
sec; AP 12%, INR 8.9, and aPTT 115 sec. The diagnosis of
disseminated intravascular coagulation (DIC) and shock
(anaphylactic, septic, hypovolemic) was made.

During her stay in the ICU, an echocardiogram showed a
slight increase in the left chamber and discrete bilateral
pleural effusion. Wide-spectrum antibiotics, a total of 6 units
of packed red blood cells, and 6 units of fresh frozen plas-
ma were administered. The patient was discharged from the
unit on the 3rd day with normal CBC and coagulogram.

The patient was discharged from the hospital on the 5th
post-delivery day without a clear cut diagnosis, only with the
explanation of disseminated intravascular coagulation as a
consequence of septic shock or allergic reaction. The new-
born was discharged after 30 days without apparent neu-
rologic abnormalities.

DISCUSSION

Amniotic fluid embolism also known as amniotic caseous
embolism or amniotic caseous fluid embolisms, and more
recently as anaphylactic syndrome of pregnancy 3, is one of
the causes of sudden death in obstetrics.

Described initially by Meyer 4 in 1926, it became notorious
after the works of Steiner and Lushbaugh in 1941 5 and Liban
and Ratz in 1969 ¢, who reported 14 deaths among pregnant
women who presented fetal desquamation in the pulmonary
circulation, kidney, liver, and brain 2°.

Its incidence in the literature varies from 1:8,000 to 1:80,000;
70% of the cases of amniotic fluid embolism occur during
labor, 11% after vaginal delivery, and 19% during cesarean
section, and in those cases there was a significant correla-
tion with the birth of males 2.

The clinical causes of amniotic fluid embolism include high
rupture of the amniotic sac, premature placental separation,
intrauterine maneuvers, accelerated labor associated with
hypercontractility (oxytocics), the use of catheters for amnio-
infusion, induced abortion, and fetal death 2. Advanced age
and multiparity favor its development 7. In the case presen-
ted here, the patient was a 38-year old primiparous woman
with ruptured amniotic sac, tachysystoly, and treated with
slow dripping of oxytocin (without infusion pump).

The beginning of any case of amniotic fluid embolism is
secondary to the entrance of variable amounts of amniotic
fluid in the maternal circulation; in some pregnant women,
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especially those with allergies, it can cause the most com-
mon presentation: sudden onset of dyspnea, paleness,
anguish, changes in the level of consciousness, severe hy-
potension, cardiovascular depression and shock, and, in
50% of the cases, it can lead to cardiac arrest and death 8,9.
Other symptoms commonly present in amniotic fluid em-
bolism include fever, chills, nausea, vomiting, headache, and
evidence of acute fetal distress (deceleration and brady-
cardia) °.

In the case presented here the patient developed: severe
pruritus, agitation, vomiting, dyspnea, paleness, tachycardia,
inaudible BP, and SpO, 85%.

This sequence of events would be originated by the expo-
sure of the pulmonary vessels to an immunologically active
fluid (arachidonic acid and its metabolites), resulting in se-
vere vasoconstriction and the release of pulmonary proin-
flammatory factors, causing capillary changes, myocardial
depression, hypotension, pulmonary edema secondary to left
ventricular insufficiency, shock, and even death 2112,

The diagnosis of amniotic fluid embolism is clinical, one of
exclusion, and should always be suspected whenever a
pregnant woman who, during labor of after delivery, deve-
lops the sudden and dramatic onset of hypotension, dyspnea,
and cardiovascular collapse, which characterize the initial
phase of this disorder.

Its management include life support with oxygen therapy,
tracheal intubation if SpO, < 90%, crystalloid solutions, vaso-
active drugs, and possible catheterization of the pulmonary
artery to evaluate cardiac output and pulmonary capillary
wedge pressure to guide volemic reposition 2.

In this case, treatment included the administration of oxygen
with a face mask without the need of tracheal intubation to
maintain SpO, of 92%, vasoactive drugs, crystalloid solution,
corticosteroids, and diphenidramine. More than 50% of the
patients die in this initial phase.

After this first stage amniotic fluid embolism can, through the
release of pulmonary proinflammatory factors, lead to the
immunological activation of coagulation pathways causing
DIC in 83% of the cases. The presence of large amounts of
thromboplastin in the amniotic fluid accelerates coagulation
mechanisms, causes platelet aggregation, promotes the
release of factor Ill, and activates directly factor X and the
coagulation cascade 2.

The treatment of DIC should include packed red blood cells,
fresh frozen plasma, platelets, and cryoprecipitate or fibri-
nogen, according to the symptomatology, and laboratorial
exams should be followed.

Usually, DIC develops after the cardiovascular symptoms but
in some cases can precede it. In severe cases of amniotic
fluid embolism, the shock of the first stage is cardiogenic in
origin, while in the second stage is more of the distributive
type or hemorrhagic 4.

In approximately 55% of the cases, the baby has not been
delivered yet, and fetal extraction or cesarean section are
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mandatory to prevent further damage to the fetus and faci-
litate resuscitation maneuvers 2.

A prophylactic method for amniotic fluid embolism does not
exist. Only constant observation, monitoring the pulse oxime-
try, continuous electrocardiogram, and, if possible, capno-
graphy, can all help the detection and immediate institution
of measures to save the patient.

Despite all those measures, the mortality rate continues to
be high, and amniotic fluid embolism continues to be a ca-
tastrophic complication that demands a fast diagnosis and
immediate and objective measures, and the importance of
close monitoring and observation in rooms prepared for any
emergency should be emphasized.
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RESUMEN
Meletti JFA, Miranda RVB — Embolia Amniética durante Parto Normal
bajo Analgesia. Relato de Caso.

JUSTIFICATIVA Y OBJETIVOS: La embolia amniética es rara
siendo un cuadro clinico de inicio subito y de elevada morbidez. El
objetivo de este trabajo fue presentar un caso de embolia amnidtica
en paciente primigesta, sometida a la analgesia para parto normal.
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MELETTIAND MIRANDA

RELATO DEL CASO: Embarazada de 38 afios, bolsa rota y 5 cm
de dilatacion del cuello uterino. Se presenté con mucho dolor,
agitacion, sudoracion, taquisistolia y venoclisis con Ringer con
lactato asociado a 5 Ul de ocitocina en goteo lento, presion arteri-
al (PA) de 110 x 70 mmHg, frecuencia cardiaca (FC) 115 lpm, en
ritmo sinusal y SpO2 de un 98%. Se opto por técnica combinada:
empleando 2,5 mg de bupivacaina pesada y 20 ug de fentanil en
el espacio subaracnoideo y catéter en el espacio epidural. Después
de 20 minutos del inicio de la analgesia la paciente refirié prurito
subito e intenso, presento agitacion, vomito y palidez, FC 160 Ipm,
taquipnea, SpO, 80% y PA inaudible. Se administré una solucion
fisiolégica a un 0,9% (500 mL) asociada a la hidrocortisona,
efedrina (50 mg) y oxigeno bajo mascara facial con flujo de 10
L.min-1. En ese momento la PA era 60 x 30 mmHg, la FC 150 lpm
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y la SpO2 un 92%. Como la PA tendia a disminuir, se administro
un total de 7 mg de metaraminol, divididos en varias dosis. Des-
pués del parto vaginal, la paciente se remitio a la UCI con PA 90 x
60 mmHg, FC 110 Ipm y taquipnea. Dos horas después presento
sangramiento e hipotension arterial, siendo diagnosticado coagu-
lacion intravascular diseminada (CIVD) y tratada con cristaloides,
concentrado de globulos rojos y plasma fresco congelado. Alta de
la UCl en el 3° PO.

CONCLUSIONES: Debido al dramatismo, a la gravedad e insta-
lacion abrupta del cuadro, la rapidez y objetividad de las medidas
para mantener las sefiales vitales son fundamentales y decisivas
para la sobrevida de las embarazadas. Se avisa sobre la impor-
tancia de la monitorizacion durante la analgesia de parto.
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