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Table 3. 4ol AHEZA AALBAL 584 AaA

Drug Brand % Effect  Tiz  Protein Doses Receptor Once Fl);leg;[l‘izuse
name  bicavailabel of food ()  bound(%s) (mg) inhibition daily o
combination
Losartan Cozaar™ 33 None 2 2] 25, 50, 100 Competitive v Hyzaafm
(Metabolite:E-3174) - - 9 9 Insurmountabel”
Valsartan Diavan' ™ 25 50% | 6 % 20, 160 Competitive v DiovantiCT™
Orbesartan Avapro™ 60 None 15 90 150, 300 Insurmountable v Avalide™
Candesartan Atacand”® 40 None - - 48 16, 32 Insurmountable®
(Metabolite:E-11974) - - g o
Telmisartan Micardis™ 50 20% L 13 o) 20, 40, 8  Insurmountable
Eprosartan Teveten™ 13 ELy g 98 600, 800 Competitive v
*Active metabolite of parent drug is insurmountable receptor inhibitor.
3 o] & E-E F7AY 3 endothelin®] HFrHIEE azﬂgﬁ‘:— ARDBE magle] g2 ofA R Q1A F
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curvelinsurmountable) & ¥.<ith A% k] A ED & Z7MAN7I 2 ob&8 43 A5 (cardiac rernodehng)
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o] < 90 mmHgo AW 10 mmHg 144 A3 =23 angiotensin 1 &AW Adgoz=y 3o F714

Al Ath. ARBO 9% AtEds olxAE Frkg 9 AT-U7) type 2 angiotensin I 82 A5§224
o8 F7hse=d E@A AMHEEE ARBFA 5714 o F ANe B5de 484 & 7 fith Losartan HF
A olmAete] BAAI AMEER gl TEE] & AF A dggAoen F2 EHE KB,
71E 8h Hyzaar (losartan 50 mg %% 100 mg# hydro- valsartan €4 HEAT Saleld FUF EFE B
chlorothiazide 125 mg &< 25 mg), Diovan HCT t}. Val-HeFT (valsartan heart failure trial) €-#7} #
(valsartan 80 mg &€ 160 mg® hydrochlorothiazide 2o gEEAEd 477k morbidity® mortality 7t
125 mg), Avalide (irbesartan 150 mg &< 300 mg¥ 13%7F A=A dHale Sadez sk I
hydrochlorothiazide 125 mg), Atacand HCT (cande- & 28y ZAFUCE Candesartand o8-8 dF7}
sartan 16 mg#} hydrochlorothiazide 125 mg)7F 231elct, (CHARM trial)7} R 2 sled 94 & /4 4
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