
Amiloride for SARS? 

Possible disease modifying drug  

In severe SARS-CoV infections there is diffuse alveolar damage, vascular leakage into the 

alveolar spaces, premature breakdown of fibrin clots and possible hemorrhage in the lungs. 

Similar pathology is seen with severe strains of influenza, including the 1918 and 2009 H1N1 

influenza viruses. Urokinase plasminogen activator (uPA) has been found to play a central 

activating role in causing fibrosis and lung injury in SARS. 1  

The inflammatory cytokines IL-1β 2 and TNF-α 3 induce the activation/expression of uPA.  

In a literature search for readily available medications that inhibit uPA, the medication 

amiloride was found. 4 This is an anti-hypertensive drug, and this seems to be a unique feature 

of this medication. This is not the drug’s mechanism of action as a anti-hypertensive medication, 

but rather a side effect that may be useful in treating ARDS in SARS and severe influenza. It may 

reduce injury and help prevent late effects of the disease. 

In COVID-19, the development of hypertension is part of the disease pathology in severe 

disease. Thus treatment is often needed for hypertension and congestive heart failure in severely 

and critically ill COVID patients.  

Thus, I suggest a clinical trial of using amiloride as an antihypertensive medication in 

hospitalized COVID-19 patients with severe/critical disease and hypertension or congestive 

heart failure. I have no information on the dose that would be required for the anti-uPA effect. 

Thus, I suggest that at least in initial patients, that the dose of mediation used be typical doses 

used to regulate blood pressure, and fibrin product levels or other labs be monitored to 

determine the uPA effect of the medication. 

Amiloride should not be used in the treatment of COVID-19 or other forms of viral pneumonia 

unless the physician has first read at least the first of these references and clearly understands 

the disease mechanism they are trying to control.  

Amiloride has side effects that need to me monitored, including possible hyperkalemia. 
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