
Weekly Pharmacy Pearl #34 – Vasopressors  
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Phenylephrine +++ - - - 

Vasopressin - - - +++ 

 

Vasopressor CO SVR Pearls 

Norepinephrine ↑ ↑ 
First line in sepsis/distributive 
shock 

Epinephrine 
     Low 
     High 
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Preferred: 
- Anaphylaxis 
- Cardiogenic shock 
- Post cardiac arrest 

Dopamine 
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Limited use due to risk of 
tachyarrhythmias  

Phenylephrine 
- 

 
↑ 

Reflex bradycardia 

Used in spinal cord injury (mid to 
lower thoracic) 

 

Vasopressin  - ↑ 

$$$ 

Always used in adjunct with NE 

Fixed dose  

Stable in acidosis  

Less arrhythmogenic  

 
CO: cardiac output, SVR: systemic vascular resistance, NE: norepinephrine  

 



Comments 

• Receptor chart for reference but try not to memorize +/- but rather where agents primarily work and what the 

outcome will be. Overall, most vasopressors lose selectivity for receptors as dose increases. 

o Norepinephrine primarily binds to alpha receptors with some beta activity → primarily increases SVR 

with small increase in CO 

o Epinephrine primarily binds to beta receptors at low doses and loses selectivity at high doses → 

primarily increases CO at low doses and increases both CO and SVR at higher doses 

o Dopamine binds to dopamine receptors at low doses (≤2.5 mcg/kg/min), gains beta activity at 

moderate doses (2.5-5 mcg/kg/min) then gains alpha activity at high doses (>5 mcg/kg/min) → increase 

in CO at low-moderate doses and increase in both CO and SVR at high doses  

o Phenylephrine only binds to alpha receptors → increase in SVR  

o Vasopressin binds to vasopressin receptors (V1 and V2) → increase SVR 

• All the vasopressors listed carry a risk for peripheral and mesenteric ischemia  

• Vasopressin is a non-catecholamine vasopressor, so an advantage is that it still works in an acidotic state 

o Not studied as single agent so should always been used in adjunct! 

• Since vasopressin does not bind to alpha receptors, it has minimal impact on pulmonary artery pressures → 

may be helpful in pulmonary HTN or RV failure  

• Phenylephrine pushes not ideal if patient is already bradycardic  

IMPORTANT DOSING CONSIDERATIONS 

• Initial dosing and titration parameters are for nursing guidance so don’t feel limited with selection of 

dosing  

o Ex. Typical starting dose for NE is 7 mcg/min, that may be plenty for a septic patient but probably 

not ideal for a patient post ROSC or with impeding subsequent arrest, don’t be afraid to start at a 

higher dose! We can always titrate down quickly if needed.  

o If patient is rapidly declining or has impeding arrest, consider titrating at larger increments than 

what’s listed in parameters.  

• When switching back and forth between epinephrine pushes and infusion during cardiac arrest, always 

carefully consider the amount of epinephrine the patient is getting  

o There is 1 mg of epi in a syringe so that’s 1000 mcg of epinephrine going into the patient at once, 

compare that to our infusions that may be 10 mcg a patient is getting over an entire minute, huge 

difference! 

o If a patient has a pulse, doing pushes of epinephrine can cause such an extreme increase in SVR 

and afterload that the heart may be unable to pump against it and patient can subsequently lose a 

pulse. 

• When dosing vasopressors make sure you are also thinking about patient weight  

o At Atrium we dose epi and NE in mcg/min which does not take weight into account 

o 7 mcg/min of NE in a 80 kg patient will not necessarily work as well for a 150 kg patient 

o For this reason, most vasopressors are studied in mcg/kg/min and some institutions have also 

taken this approach   

 


