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Angiotensin II (ATII) is the principal mediator of the renin-angiotensin system and exerts both short-term (hemodynamic) and long-term (inflammation, left ventricular (LV) remodeling) effects on the pathophysiology of cardiovascular(CV) disease. ATII is a potent vascoconstrictor in the peripheral circulation and has central cardiac activity implementing it in many  cardiovascular diseases associated with elevated oxidative stress. The intracardiac ATII - forming pathway influences the activation of cardiac fibroblasts but fibrogenesis may vary with senascence of the myocardium. The AT1 and AT2 receptors are the most important of the 4 types of known ATII receptors. The AT1 receptor is the more important in effecting signalling pathways leading to vasoconstriction, inflammation, and cellular proliferation. These processes are of great importance in hypertension, atherosclerosis, and LV hypertrophy, predecessors to LV failure. The AT2 receptor may have some role in activating the kinin/NO system and inhibiting fibrosis. Cardiac ATII levels, despite the dependency of their generation on circulating renin, do not always parallel circulating ATII. Cardiac, but not plasma ATII levels may increase during ACE inhibition. However, ACE inhibitors modulate LV remodeling after myocardial infarction.ATII appears to influence signaling pathways (eg JAK-STAT) that may facilitate pressure-overload-induced cardiac hypertrophy, ischemic preconditioning, cell survival and apoptosis .In summary, ATII, the effector peptide of the renin-angiotensin system exerts mitogenic and growth promoting effects on cardiac myocytes and non-myocytic elements of the LV that contribute to the development and progression of CV disease.     

