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PREGLEDNI RAD

ABSTRACT
The renin-angiotensin-aldosterone system has important

role in development of proteinuria, glomerulosclerosis and
scarring of tubulointerstitium. Aginotensin II decreases
nephrine in thin membrane of epithelial podocyte foot
processes and together with the increase of glomerular
hydraulic pressure (intraglomerular capillary pressure)
contributes to increased ultrafiltration of plasma proteins
and development of proteinuria. Increased and prolonged
reabsorption of proteins within proximal tubule cells alters
functional possibilities of these cells. It can be either due to
greater amount of proteins metabolized within these cells or
due to action of specific proteins. Albumin and other
proteins, which are accumulated within lumen of proximal
tubules as a consequence of disturbed glomerular
permeability, stimulate production of cytokines, chemokines
and extracellular matrix proteins in proximal tubule
cells/epithelium, thus causing inflammation and fibrogenic
reactions of tubulointerstitium. Increased concentration of
aldosterone stimulates increased production and release of
PAI-1 in endothelial and vascular smooth muscle cells of
renals artery. Increased level of PAI-1 contributes to
increased deposition of extracelular matrix proteins in
glomerular capillary and peritubular space of tubulo-
interstitium, with the consequence of development of
glomerulosclerosis and scarring of tubulointerstitium.
Inhibition of renin-angiotensin-aldosterone system (rennin
blockers, angiotensin-converting enzyme inhibitors,
angiotenzin II type 1 receptor blockers, aldosterone
antagonist) significantly contributes to slowing progression
of chronic renal failure.

Key words: angiotensin II, aldosterone, progression,
chronic renal failure, strategy of therapy.




