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ATy stimulation [ !
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Table 2. Angiotensin O receptor antagonistsd comparative human pharmacokinetics

Compound Bioavailability Food Active Half-life Protein Dosing
(active metabolite) (%) effect metabolite (h) binding (%) (mg)
Losartan 33 Minimal Yes 2 98.7 50—-100

(E3174) 6— 9 99.8 qd to bid
Candesartan 40 No Prodrug 99.5 2—- 16 qd
(CV-11974) - 9
Irbesartan 60—-80 No No 11-15 90.0 150—-300 gd
Tasosartan N/A No Yes 3-7 N/A N/A
(Enoltasosartan) 34-43
Valsartan 25 L 40-50% No 6 95.0 80-320 qd
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