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The interactions between the emergency medical dispatcher, the 
bystander who provides CPR and the timely use of an automated 
external defibrillator are the key ingredients for improving survival from 
out of hospital cardiac arrest.  



The basic live support / automated external defibrillation (BLS/AED) algorithm   
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https://www.youtube.com/watch?time_continue=11&v=k5mDzBsH_z0 
 
 
https://www.youtube.com/watch?v=fb29LCjX4-E#action=share 





ALS	(Advanced	Life	Support)		
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Cardiac	arrest	
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Shockable rythm 
 
1. ventricular fibrillation (VF) 
 
2. pulseless ventricular 
tachycardia (pVT) 

Non - shockable rythm 
 
1.  Asystole 

2.  Pulseless electrical 
activity (PEA) 

 

The principal difference in the treatment of these two 
groups of arrhythmias is the need for attempted 
defibrillation in those patients with VF/pVT. 



Shockable	rythm	–	ventricular	fibrillaKon	(VF)	
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Shockable	rythm		–		
pulseless	ventricular	tachycardia	(pVT)	
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Non	-	shockable	rythm		–		
pulseless	electrical	acKvity	(PEA)	
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Non	-	shockable	rythm			
–	asystole	
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ALS	algorythm	
In	 hospital	 one	 person	 starts	 CPR	 as	
others	 call	 the	 resuscitaKon	 team	 and	
collect	 the	 resuscitaKon	equipment	and	
a	 defibrillator.	 If	 only	 one	 member	 of	
staff	is	present,	this	will	mean	leaving	pt.	
Give	30	chest	compressions	followed	by	
2	venKlaKons.			
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Each cycle is broadly similar, with a 
total of 2 min of CPR being given 
before assessing the rhythm and 
where indicated, feeling for a pulse.  
 
Compress to a depth of at least 5 cm 
but not more than 6 cm.  
Perform chest compressions should be 
performed at a rate of 100–120/ min. 
 
Allow the chest to recoil completely 
after each compression 
 
Minimise interruption!, but 
try to change the person doing chest 
compressions every 2 min. 
 
 
 
 
 
 
 



21.03.18	

Use an inspiratory time of 1 s and 
give enough volume to produce a 
normal chest rise.  
Add supplemental oxygen to give 
the highest feasible inspired 
oxygen as soon as possible. 

Once the patient’s trachea has 
been intubated, continue 
uninterrupted chest 
compressions and ventilate the 
lungs at 10 breaths/min 
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When the defibrillator arrives, apply self-adhesive defibrillation pads to the patient 
whilst chest compressions continue and then briefly analyse the rhythm. If self-
adhesive defibrillation pads are not available, use paddles. Pause briefly to assess 
the heart rhythm.  



Cardiac	arrest	
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Shockable rythm 
 
1. ventricular fibrillation (VF) 
 
2. pulseless ventricular 
tachycardia (pVT) 

Non - shockable rythm 
 
1.  Asystole 

2.  Pulseless electrical 
activity (PEA) 

 

The principal difference in the treatment of these two 
groups of arrhythmias is the need for attempted 
defibrillation in those patients with VF/pVT. 
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With a manual defibrillator, if the rhythm is VF/pVT charge the defibrillator while 
another rescuer continues chest compressions. Once the defibrillator is charged, 
pause the chest compressions and then give one shock, and immediately resume 
chest compressions. Ensure no one is touching the patient during shock delivery.  
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Once resuscitation is underway, and if there are sufficient staff present, prepare 
intravenous cannulae and drugs likely to be used by the resuscitation team (e.g. 
adrenaline).  
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Shockable rythm 
 
1. ventricular fibrillation (VF) 
 
2. pulseless ventricular 
tachycardia (pVT) 

Non - shockable rythm 
 
1.  Asystole 

2.  Pulseless electrical 
activity (PEA) 

 

Adrenaline 1 mg is injected every 3–5 min until ROSC is achieved. In VF/pVT, 
a single dose of amiodarone 300 mg is indicated after a total of three shocks 
and a further dose of 150 mg can be considered after five shocks.  
 

for VF/pVT give adrenaline 
after the third shock  

Give adrenaline 1 mg as soon as 
venous or intraosseous access 
is achieved, and repeat every 
alternate CPR cycle (i.e. about 
every 3–5 min).  
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Potential causes or aggravating factors for which specific treatment exists must 
be considered during any cardiac arrest. For ease of memory, these are 
divided into two groups of four, based upon their initial letter: either H or T.  
 
 

H: Hypoxia : Minimise the risk of hypoxia by ensuring that the patient’s lungs 
are ventilated adequately with the maximal possible inspired oxy- gen during 
CPR. Make sure there is adequate chest rise and bilateral breath sounds. 
Using the techniques described in Section 3f, check carefully that the tracheal 
tube is not misplaced in a bronchus or the oesophagus.  
 
H: Pulseless electrical activity caused by hypovolaemia is due usually to 
severe haemorrhage. This may be precipitated by trauma, gastrointestinal 
bleeding or rupture of an aortic aneurysm. Intravascular volume should be 
restored rapidly with warmed fluid, coupled with urgent surgery to stop the 
haemorrhage.  
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H: Hyperkalaemia, hypokalaemia, hypocalcaemia, acidaemia and other metabolic 
disorders are detected by biochemical tests (usually by using a blood gas 
analyser) or suggested by the patient’s medical history, e.g. renal failure 
Intravenous calcium chloride is indicated in the presence of hyperkalaemia, 
hypocalcaemia and calcium channel-blocker overdose. 
 
 
H: Hypothermia should be suspected based on the history such as cardiac arrest 
associated with drowning  
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T: Coronary thrombosis associated with an acute coronary syn- drome or 
ischaemic heart disease is the most common cause of sudden cardiac arrest. An 
acute coronary syndrome is usually diag- nosed and treated after ROSC is 
achieved. If an acute coronary syndrome is suspected, and ROSC has not been 
achieved, urgent coronary angiography should be considered when feasible and if 
required percutaneous coronary intervention.  
 
T: The commonest cause of thromboembolic or mechanical circulatory obstruction 
is massive pulmonary embolism  
 
T: A tension pneumothorax may be the primary cause of PEA and may be 
associated with trauma or follow attempts at central venous catheter insertion. 
The diagnosis is made clinically or by ultrasound. Decompress rapidly by 
thoracostomy or needle thoracocentesis, and then insert a chest drain.  
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T: Cardiac tamponade is difficult to diagnose because the typical signs of 
distended neck veins and hypotension are usually obscured by the arrest itself. 
Cardiac arrest after penetrating chest trauma is highly suggestive of 
tamponade and is an indication for resuscita- tive thoracotomy  
 
 
 
T: In the absence of a specific history, the accidental or deliberate ingestion of 
therapeutic or toxic substances may be revealed only by laboratory 
investigations (Section 4).224 Where available, the appropriate antidotes 
should be used, but most often treatment is supportive and standard ALS 
protocols should be followed.  
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