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Arteriosclerotic heart disease -
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1. ACE Inhibitors 2. ARBs
i Losartan (Cozaar),
Enalopril (Vasotec); Candesartan (Atacand);
Quinapril (Accupril); alsartan (Diovan)
Fosinopril (Monopril),
Moexipril (Univasc),

Lisinopril (Zestril, Prinivil);
Benazepril (Lotensin);
Caprtopril (Capoten)
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