
Figure 1 Diagram of the renin-angiotensin-aldosterone system (RAAS) showing the sites of action of (1) the β-adrenergic receptor blockers, (2) the direct renin-inhibitors, (3) the ACE-inhibitors, and (4) the Angiotensin II AT1-receptor blockers (ARBs)
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The effects are:


An increase in blood pressure


Sodium and water retention


Vascular and cardiac remodeling, with resultant hypertrophy of the ventricles
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The effects are:


A decrease in blood pressure


An accumulation of bradykinin, resulting in a chronic dry cough


Cardiac and vaso-protection through the actions of NO and PGI2





Bradykinin also facilitates the release of NO and PGI2
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