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PATHOPHYSIOLOGY
Not a true embolism, but an anaphylactoid / 
inflammatory syndrome.

Rupture of the maternal-placental barrier→ Fetal 
antigens enter maternal circulation → immune 
activation.

Complement activation, mast cell degranulation, 
cytokine storm → activation of  Fibrinolysis and 
coagulation

SIRS-like response → pulmonary vasospasm → 
acute right heart failure →Left Ventricular function

(Sources: Clark et al., Young BK, Benson et al., SMFM 2021).



Phases of Amniotic Fluid Embolism ( AFE )

• Phase 1 – Cardiopulmonary Collapse

   Pulmonary artery vasospasm → acute 
pulmonary hypertension and increased right 
ventricular pressure.

Consequent hypoxia, myocardial and pulmonary 
capillary damage, left ventricular failure, and 
acute respiratory distress syndrome (ARDS).

• Phase 2 – Hemorrhagic Phase

Massive hemorrhage due to uterine atony and 
overt disseminated intravascular coagulation 
(DIC).

In some cases, fatal consumptive coagulopathy 
may be the initial presentation of the syndrome.

 

Scoring system of Scientific and Standardization Committee on DIC of the International Society on Thrombosis and Haemostasis 

(ISTH), modified for pregnancy. 



RISK FACTOR

Maternal age >35 years

Multipairty

Race

Allergy

Operative delivery

Placenta Previa/ Abruption

Induction of labor/ uterine overdistension

Eclampsia/Preeclampsia

Cervical or uterine trauma/ abortion

Genetic or thrombophilic predisposition

male fetus

EPIDEMIOLOGY

Rare but catastrofic event

Incident: 1,9-6,1/100.000 deliveries (Europe, USA, Australia)

Maternal Mortality:7-10% of all maternal deaths in high-income country

True incidence likely underestimated due to diagnostic uncertainty

Sources: Clark 2016; Young 2023; ItOSS; INOSS; BMC Pregnancy & Childbirth 2012).



Recognize

•Sudden Hypotension-Hypoxia- Coagulopaty

•During labor or shortly delivery ( 30 min.)

•No fever no clear trigger

Resuscitation

Airway and breathing Early intubation 100% O 2, mechanical ventilation ( Volume!)

Left uterine displacemen tor High quality CPR if arrest- Perimortem cesarean within 4 min, 

Early Echo-Cardiography  assesment RV/LV,Vasopressors, Inotropes, pulmonary vasodilatators. 

Consider ECMO

Coagulopathy 
Management

•Activate the Massive Transfusion Protocol- RBC:FFP:PLT=1:1:1, Ionized Calcium > 1,1mmol/L,T >36°C pH ≥ 7.3

•Fibrinogen target> 2g/L- Give cryoprecipitate /Fibrinogen

•Tranexamic acid 1 g IV 

•Use ROTEM/TEG                                                                                              Consider uterotamponade/hysterectomy/uterine embolization

•Avoid Fluid overload uterotonics

Advanced 
Support

•Stabilize and protect organs

•Transfer to ICU

•Debrief Team and Family 

•Report case to AFE Foundation

Algorithm for Suspected Amniotic Fluid Embolism(AFE)

CALL FOR MULTIDISCIPLINARY

SIMULATE !



 



 

Include partial or atypical forms (with gradual onset or non-classic coagulopathy).

Focus on triad rather than rigid sequence:

1. Sudden cardiovascular collapse

2. Hypoxia / respiratory distress

3. Coagulopathy or massive hemorrhage



Condition Distinguishing features Key diagnostic clues / notes

Amniotic Fluid Embolism (AFE)

Sudden hypoxia, hypotension, DIC; may 

progress biphasically (cardiopulmonary 

→ hemorrhagic)

Coagulopathy disproportionate to 

bleeding; normal temperature; no 

obvious trigger

Pulmonary Embolism (PE)
Dyspnea, chest pain, cyanosis; collapse 

possible

Risk factors for DVT; abnormal CT 

angiography; right heart strain on echo

Anaphylaxis
Hypotension, bronchospasm, erythema, 

airway edema

Trigger (latex, antibiotics, oxytocin); ↑ serum 

tryptase; rapid response to epinephrine

Eclampsia / Severe Preeclampsia
Hypertension, headache, seizures, visual 

symptoms

High BP, proteinuria, elevated LFT1, uric 

acid

HELLP Syndrome
Hemolysis, Elevated Liver enzymes, Low 

Platelets; may overlap with eclampsia

Right upper quadrant pain, jaundice, severe 

coagulopathy; ↑ AST/ALT, ↓ PLTs

Air Embolism During C-section or uterine manipulation
Venous air visible on echo; mill-wheel 

murmur; rapid onset

Myocardial Infarction / Cardiomyopathy Chest pain, arrhythmia, cardiogenic shock
Troponin rise, ECG ischemia, LV wall motion 

abnormality

Sepsis / Septic Shock Fever, prolonged labor, uterine tenderness Leukocytosis, lactate ↑, positive cultures

High Spinal Block
Rapid bradycardia, apnea after neuraxial 

anesthesia

Block level ≥ C4, temporal link with spinal 

injection

Local Anesthetic Systemic Toxicity (LAST)
CNS prodromes (tinnitus, metallic taste, 

agitation) → CV collapse

After LA injection; treat with 20% lipid 

emulsion (1.5 mL/kg bolus + infusion)

Aspiration
Hypoxia, cyanosis, secretions, respiratory 

failure
Echo: B-lines consolidation,bronchoscopy

Palcental Abruption

Sudden Hypotension, Collapse ,painful 

bleeding, uterine hypertonus

DIC

ultrasound for retroplacental hematoma, 

fetal monitoring.

Differential Diagnosis — Sudden Maternal Collapse in Labor or Cesarean

High spinal 

blocK

Myocardic 

infarction



“Treat the collapse first — label 
it later.

AFE is rare, but survival 
depends on speed, structure, 

and teamwork.”

GRAZIE !
GRAZIE !

Treat the collapse first 

label it later.

AFE is rare, but survival 

depends on speed, structure, 

and teamwork.”
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