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ABSTRACT: The renin-angiotensin-aldosterone system (RAAS) was initially thought to be fairly simple. However, this idea has
been challenged following the development of RAAS blockers, including renin inhibitors, angiotensin-converting-enzyme (ACE)
inhibitors, type 1 angiotensin I (AT1)-receptor blockers and mineralocorticoid-receptor antagonists. Consequently, new RAAS
components and pathways that might contribute to the effectiveness of these drugs and/or their adverse effects have been identified. An
increase in renin levels during RAAS blockade might result in harmful effects via stimulation of the prorenin receptor (PRR, the inactive
precursor of rennin). The increase in angiotensin 1I levels that occurs during AT1-receptor blockade might result in beneficial effects via
stimulation of type 2 angiotensin II (AT2) receptors. Moreover, angiotensin 1-7 levels increase during ACE inhibition and AT1-receptor
blockade, resulting in Mas receptor activation and the induction of cardioprotective and renoprotective effects, including stimulation of
tissue repair by stem cells.
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