
Anaesthesiology 1.01          
INDUCED, MAINTAINED, REVERSIBLE UNCONSCIOUSNESS with PARALYSIS 
 

Induced how: WITH INTRAVENOUS  DRUGS;  

WHICH ARE RAPIDLY ACTING AND WILL PUT YOU OUT VERY QUICKLY. 
BUT the IV drugs will only last a short while, as their circulating volume will decrease 
(with them being taken up into the tissue and metabolised) 

 
MAINTAINED HOW? 

WITH GAS. 
The gas acts slowly (and smells bad) and therefore is useless for inducing the 
unconsciousness. 
However, it works well as maintenance. 

 
REVERSIBLE BY WHAT MEANS? 

when the gas is turned off, it will diffuse out of the patient along a concentration gradient, just the 
way it entered. This means the patient will wake up (the initial IV drugs having worn off hours ago) 

 
UNCONSCIOUSNESS is useful. 

It dissociates the higher processing centres from the physical sensation of injury, which is pain. 
HOWEVER because there are lower and more primitive processing bodies, pain stimulus will still 
provoke a response: a totally autonomic and animal response, namely- 
- the signs of shock (peripheral vasoconstriction, tachycardia, increased BP, RAAS activation)  
and also the WITHDRAWAL REFLEX:  the spinal cord will command the limbs to jerk away from 
the injury. 

 
THAT’S WHY WE SOMETIMES NEED PARALYSIS 

This must be controlled with MUSCULAR RELAXANTS (paralysis toxins, eg. curare) 
There are short acting ones eg. suxamethonium = acteylcholine receptor agonist 

- causes prolonged depolarisation of skeletal muscles to a membrane potential 
above which an action potential can be triggered. The onset of muscle relaxation will be 
rapid after intravenous injection (30-60 seconds), and lasts 5-10 minutes. The muscle 
paralysis can be continued with intermittent intravenous boluses, using about 25% of the 
initial dose. The total dose should not exceed 6-8 mg/kg.) 

 

 
There are long acting ones eg. rocuronium = competitive acetylcholine receptor blocker 

These work when they outnumber the concentration of acetycholine at the 
neuromuscular junction.  TO COMBAT AND  REVERSE THIS you need to give an 
acetylcholinesterase inhibitor eg. sarin gas (too permanent for clinical use but the 
concept is the same)- which will restore the balance in favourt of acetylcholine (by 
inhibiting its breakdown). 
BUT!! Its fine at the NICOTINIC neuromuscular junction receptors, but it will also happen 
at the MUSCARINIC receptors eg. the parasympathetic M3 receptors at the end of the 
vagus nerve, in the heart. 
THIS CAUSES A PROFOUND BRADYCARDIA. To protect against this one must also 
give some atropine (or equivalent anticholinergic) to restore the heart rate. 
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