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INTRODUCTION

The "four pillars" of treatment for diabetic nephropathy 
are:

 Renin-angiotensin system (RAS) inhibitors,

 Sodium-glucose cotransporter-2 (SGLT2) inhibitors, 

 Glucagon-like peptide-1 (GLP-1) receptor agonists, 

 Non-steroidal mineralocorticoid receptor antagonists 
(nsMRA).

 In combinations they retard progression of diabetic 
nephropathy.

 Medications are individualized as per patient needs.



MECHANISM OF DN



RAAS INHIBHITORS

 Angiotensin II and other components of the renin-angiotensin-
aldosterone system (RAAS) have a central role in pathogenesis.

 ACE inhibitors decrease the production of Ang II, which is a potent 
vasoconstrictor, leading to lower intraglomerular pressure and reduced 
glomerular hypertension. 

 They also decrease the glomerular permeability to urinary albumin leading to 
decreased proteinuria.

 ARBs act by blocking Ang II type 1 receptors (AT1 receptors). 

 This AT1 blockade may lead to further increase in synthesis of Ang II which 
binds to intrarenal AT2 receptors, resulting in decreased blood pressure and 
reduced renal interstitial fibrosis.



RAAS BLOCKERS



RAAS INHIBITORS

LOSARTAN LED TO DECREMENT OF PROTEINURIA BY 35% AND 
REDUCTION OF DOUBLING OF CR AND ESKD BY 25% 





SGLT2 INHIBHITORS







EFFECTS OF GLP1A



• GLP-1RAs have been shown to 
activate PKA and increase the 
production of cyclic adenosine 
monophosphate (cAMP). 

• NADPH oxidase and NF-κB activity 
are inhibited, resulting in the 
attenuation of oxidative stress and 
inflammation. 

•  Prevent podocyte loss as well as 
mesangial and endothelial 
dysfunction.

•  GLP-1RAs inactivate NHE3 and 
promote atrial natriuretic peptide 
(ANP) secretion, thereby inducing 
natriuresis.

•  GLP-1RAs inhibit tubular injury 
and subsequent tubulointerstitial 
fibrosis.





Non-steroidal mineralocorticoid receptor 
antagonists (nsMRA)





MECHANISM OF FINERENONE





effectiveness





PREVENTION OF PROGRESSION OF DN
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