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• SGLT2 inhibitors are the newest class of oral anti 
hyperglycemic agents approved for the treatment 
of T2DM. 

 

• SGLT2 inhibitors have a unique mechanism of action 
and that lower glucose independent of insulin. 

 

• Reduced cardiovascular mortality and morbidity in 
patients with increased  cardiovascular risk. 

 

 

  INTRODUCTION  



 Physiology of sodium-glucose co-transporters 
inhibition  



 
• Potent SGLT2-inhibition prevents the reabsorption of 

filtered glucose as well as sodium, resulting in glucosuria 
and natriuresis. 
 

• Unlike other antidiabetic agents, the glucose lowering 
     effect of SGLT2 inhibitors is independent of pancreatic 
     beta-cell function and insulin sensitivity. 
  
•  Other pleotropic benefits of SGLT2-inhibition include:  
               -weight loss (1.8 to 2.7  kg),  
               -reductions in blood pressure : 
     systolic BP (BP): 1.0–2.6 mmHg; diastolic BP 0.7–2.2 mmHg, 

without increases in heart rate.  
               -low potential of inducing hypoglycaemia 



List of current Sodium Glucose type2 
cotransporter inhibitors  

 



Timeline for Cardiovascular Outcome Trials Since Publication 
of the Guidance for Industry 
 



SGLT2i: Cardiovascular outcomes trials  



SGLT2i: Cardiovascular outcomes trials  



SGLT2i: Cardiovascular outcomes trials  

















Relationships between SGLT2i and the Sympathetic 
Nervous System  





Mechanisms of Cardiorenal Effects 
of Sodium-Glucose Cotransporter 2 Inhibitors 



Suggested Mechanisms for Cardiorenal Protection with 
SGLT2i 



SGLT2i:Mechanistics trials  































































Cardiorenal protection-choice of  glucose-lowering 
medications 







 



Conclusion  

• SGLT2-inhibitors have demonstrated great 
promise in the prevention and treatment of 
HF and CKD. 

• Beyond its initial intended use as a diabetes 
drug and with a clearer understanding of 
these molecular mechanisms, we will be able 
to fully harness its true potential and perhaps 
even pave the way for a new era of molecular 
therapeutic agents in this against HF and CKD. 



Merci de votre attention 


