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Brachycephalic Problems  
Anatomical handicaps 

�x Stenotic nares 
�x Elongated soft palate 
�x Everted laryngeal ventricles 
�x Hypoplastic trachea
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produce maximal flow. Release the pressure completely during relaxation to allow 
cardiac filling.  

�x Blood flow generated by cardiac compression will temporarily sustain cerebral and 
myocardial viability only if oxygenation is adequate. However, cerebral blood flow is 
less than one-fifth normal and coronary flow even less during external compression.        

�x Complications, which may arise from external compression, include sternal and rib 
fractures, blunt traumatic damage to intrathoracic and intraabdominal viscera and 
pneumothorax.    

    Mechanisms of blood flow during external chest compression 
�x Controversial.  
�x Two theories predominate. They probably both operate.  

o Cardiac pump theory.  External chest compression squeezes the heart between the 
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�x Epinephrine  
o Benefits are mainly due to its alpha-adrenergic actions.  
o It increases arterial wall tone and total peripheral resistance. This allows better 

intrathoracic arterial flow by reducing the tendency of vessels to collapse from the 
pressure induced by chest compressions.  

o Epinephrine also increases diastolic pressure which is important for myocardial 
perfusion, and renders the fibrillating heart more apt to defibrillate.  

o It also diverts blood flow away from non-vital, towards vital tissues. 
o Dose of epinephrine is between 0.02 mg/kg to 0.2 mg/kg. Repeat this dose each 3 to 5 

minutes if needed. 
�x Sodium bicarbonate  

o Administered when a metabolic acidosis has developed or is strongly suspected 
(indicated by the patient’s history) or if resuscitation has proceeded for longer than 20 
minutes.  

o The dose is approximately 0.5~1 mEq/kg for each 10 minutes of arrest.  
o Venous blood gases are most indicative of bicarbonate needs.  
o Bicarbonate therapy is currently controversial, with concern that overzealous use may 

induce hyperosmolality, hypernatremia, paradoxical intracellular acidosis, and 
iatrogenic alkalosis. (see Acid Base Physiology and Anesthesia lecture).  Alkalosis 
lowers the serum potassium levels and shifts the oxygen-hemoglobin dissociation 
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route for drug administration.  This is usually done using 2-3 ml of sa
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�x Inotropic support (e.g. dopamine at 5~10 mcg/kg min intravenous infusion) to maintain 
blood pressure 

�x Aim is to optimize cerebral perfusion and oxygen delivery (maintain normotension, 
moderate hypoventilation to PCO2

�x Close monitoring at least for further 24 hours is strongly recommended after successful 
CPR. 

 of 30 ~ 35 mm Hg, maintain normal intracranial 
pressure with diuretics and corticosteroids, oxygen therapy) and control the cerebral 
metabolic demand for oxygen (suppress seizures). Barbiturates and hypothermia have not 
been shown to be useful under these circumstances. Neuroprotective drugs such as free 
radical scavengers (DMSO, desferoxamine) and calcium channel blockers are, at this 
time, of experimental value only and result in poor to variable responses.  


