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La RDU aux JDU• 10 lits de réanimation 

• 1 lits de déchocage 

• 600 admissions / an

• Dont 100 arrêts cardiaques  

Consultation de suivi 

Cardiac Arrest  network 



Syndrome post arrêt cardiaque



Encéphalopathie post anoxique

Dysfonction myocardique 

Syndrome d’Ischémie – Reperfusion
Défaillance multi-viscérale

Pathologie causale 

Syndrome post arrêt cardiaque



Une coronarographie ?

Un contrôle ciblé ?

Des paramètres à optimiser ?

Encéphalopathie post anoxique





Faut-il faire une coronarographie d’emblé 









Plus de 9000 references.
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Explanation Time frame 
after injury

Prevention of apoptosis* Ischaemia can induce apoptosis and calpain-mediated proteolysis. Hypothermia can prevent or  
reduce this process

Hours to  
many days or 
even weeks

Reduced mitochondrial 
improved energy hom

episode ofdysfunction, Mitochondrial dysfunction is a frequent occurrence in the hours to days after an
oeostasis† ischaemia, and might be linked to apoptosis

Hypothermia reduces metabolic demands and might improve mitochondrial function

Hours todays

Reduction of excessive free radical Production of free radicals such as superoxide, peroxynitrite, hydrogen peroxide, and hydroxyl  
production† radicals is typical in ischaemia

Hours todays

Mild-to-moderate hypothermia (30–35°) is able to reduce this event

Mitigation of reperfusion injury† Cascade of reactions following reperfusion, partly mediated by free radicals but with distinctive and a
range of features  
Suppressed byhypothermia

Hours todays

Reduced permeability of the  
blood–brain barrier and thevascular  
wall; reduced oedema formation*

same effect occurs with vascular pe
Blood–brain barrier disruptions induced by trauma or ischaemia are moderated by hypothermia. The Hours todays

Reduced permeability of cellular  
membranes (including membranesof

the

Decreased leakage of cellularmem
homoeostasis, including decrease of intracellular acidosis and mitigation of DNA injury

rmeability and capillary leakage

branes, with associated improvements in cell function and cellular Hours to days

Im y neurotransmitters such as glutamate and prolonged

cell nucleus)†

proved ion homoeostasis† Ischaemia induces accumulation of excitator
excessive influx of Ca2+into the cell. This acti vates numerous enzyme systems (kinases) and induces a
state of permanent hyperexcitability (exitotoxic cascade), which can be moderated by hypothermia

First minutes 
to 72 h

Reduction of metabolism*
d
Cellular oxygen and glucose requirements decrease by an average of 5–8% per degree Celsius Hours todays

Depression of the immune response  
and various potentially harmful  
proinflammatory reactions*

S

ecrease in temperature

ustained destructive inflammatory reactions and secretion of proinflammatory cytokines after First hour to
ischaemia can be blocked or mitigated by hypothermia 5 days

Reduction in cerebral thermopooling*    Some areas in the brain have significantly
measured core temperature. These differe  
2–3°C higher temperatures in injured area

higher temperatures than the surrounding areas and  
nces can increase dramatically during injury, with up to  
s of the brain. Hyperthermia can increase the damage to

injured brain cells; this is mitigated by hypothermia

Minutes to 
many days

Anticoagulant effects* Microthrombus formation might add to brain injury after CPR. Anticoagulant effects of hypothermia
might protect against thrombus formation. Thrombolytic therapy has been shown to improve
outcome after

Minutes to 
days

CPR7

experience seizures after ischaemic episodes or trauma, or both, which might add toSuppression of epileptic activity and Many patients
seizures* injury. Hypothermia has been shown to mitigate epileptic activity

Hours todays

On the basis of observations in animal studies, with some support from clinical observations (eg, reduction in inflammatory response and pro-inflammatory cytokine 

levels  associated with hypothermia after traumatic brain injury and CPR; decrease in excitatory transmitters measured using microdialysis probes in human beings; decrease

in local  brain hyperthermia). CPR=cardiopulmonary resuscitation. *Some supporting clinical evidence. †Animal studies only.

Table 1: Possible mechanisms underlying protective effects of hypothermia

Induced hypothermia and fever control for prevention and  
treatment of neurologicalinjuries
Kees HPolderman Vol 371 June 7,2008

Prevention de l'apoptose

Reduction de la dysfonction mitochondriale

Reduction de la production excessive de radicaux libres

Diminution du métabolisme cérébral

Attenuation de la reperfusion

Effets anticoagulants

Depression de la reponse immunitaire

Reduction de la permeabilite des membranes cellulaires

Diminution HTIC
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TEMOIN/ PAS TEMOIN, NF

INTRA/EXTRA HOSPITALIER

RYTHME CHOCABLE / NON CHOCABLE

CAUSE CARDIAQUE / NON CARDIAQUE



Quid des sédations ?

Pas de 
refroidissement

 =

 pas de sédations ?

Rôle 
neuroprotecteur de 

la sédation

Evaluation

 neurologique rapide 

Switch sédations

 si possible































35%

1/3

2/3

Survie après arrêt cardiaque 



Survie après arrêt cardiaque 

Questionnement 
Ethique ?





Après la RACS , c’est le début des problèmes 

Conclusion
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