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INHIBIDORS DEL RECEPTOR SGLT-2



Potential Effects by Which SGLT-2 Inhibition 
Improves Heart Failure Outcomes

LV=left ventricular; NHE1=sodium-hydrogen exchanger 1. 
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Improved Myocardial2

Energetics
↓Reliance on fatty acids    
↑Ketone body formation
↓Cardiac NHE1

Reduce Preload/Afterload1,2

↓Interstitial fluid
↓Plasma volume
↓Vascular resistance
Improved endothelial function

Improved Cardiac 

Function

Reduced Heart Failure1,2

BP 
Reduction1

Improved 
Cardiac Contractility 
↓LV mass3,4

↑Diastolic function2

Cardiac Remodeling1,2

↓Inflammation/fibrosis
↓Cardiac wall stress

SGLT-2 INHIBITION CLINICAL EFFECTS

Protection Against 

Myocardial Injury/

Heart Failure1,2
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*The mechanism(s) by w hich SGLT2is mediate their cardioprotective effects is unclear but there are several postulated mechanisms w hich include improving haemodynamics, controlling sympathetic 
stimulation, inhibiting f ibrosis and cardiac remodelling, improving cardiac eff iciency and output, modulating the overall cytosolic sodium and calcium concentrations, and altering the adipokine levels.8
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