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The aging population and health care costs for post-infarction heart failure in the elderly are increasing. Both myocardial infarction (MI) and heart failure (HF) are more prevalent in the elderly. While the renin-angiotensin system (RAS) has critical functions in cardiovascular (CV) physiology, a dysregulated RAS leads to CV pathology. Components of the RAS are important targets for CV therapy. The RAS plays a critical role in post-MI dilative remodeling and HF associated with low ejection fraction. Hypertension is also prevalent in the elderly and the RAS plays a critical role in the hypertrophic remodeling and fibrosis associated with HF with preserved ejection fraction. Angiotensin II (AngII) is the primary effector molecule of the RAS and AngII inhibitors form the basis of therapy for both elderly and non-elderly HF patients. Clinical studies indicate that elderly post-MI patients are at higher risk for adverse events despite therapy. Aging is associated with increased AngII and other components of the RAS. The RAS may also become dysregulated during aging. This remodeling of the RAS may account for poor outcome in the elderly. For instance, increased AngII may explain increased cytosolic and mitochondrial oxidant production, mitochondrial dysfunction and increased extracellular matrix deposition associated with aging. Evidence suggests that disruption of the AngII type 1 receptor confers protection from CV morbidity and mortality and promotes longevity. More research into the biology of aging-induced remodeling of the RAS may lead to improved therapies for post-MI HF in the elderly. 

