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RENIN INHIBITION: WHAT HAVE WE LEARNED? 
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The renin inhibitor aliskiren has now been clinically available for a few years, and a wide range of studies has been published, focusing not only on its antihypertensive effects, but also on its beneficial effects in heart and kidney, in humans as well as in animals. This talk will first discuss the biochemical consequences of renin inhibition, to allow a meaningful comparison with other renin-angiotensin system (RAS) blockers. All RAS blockers increase the plasma concentration of renin because they attenuate the negative feedback effect of angiotensin II on renin release. However, the rise in renin during aliskiren appears to be larger than during other types of RAS blockade. Although this might reflect superior RAS blockade, it could also potentially limit the effectiveness of renin inhibition, either because angiotensin II might re-appear (‘angiotensin II escape’), as has been described before for ACE inhibitors, or because high levels of renin will stimulate the recently discovered (pro)renin receptor, and thus induce effects in an angiotensin-independent manner. Next, taking these biochemical differences versus other RAS blockers into consideration, the effects of aliskiren on blood pressure and end-organ damage will be compared with that of ACE inhibitors and angiotensin II type 1 receptor blockers. Finally, the possibility of dual/triple RAS blockade and the side effect profile of aliskiren will be evaluated.  

