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Aprovel™ 1.5~2h 11~15h 60~80% no effect

Losartan® 1h 2h 33% AUC 2 10% 24
Candesartan® %h 15% no effect
Eprosartan’ 13% Cmax 2 25% Za
Olmesartan® 26% no effect

Telmisartan® 40mg : 42% 40mg : AUC A|CH 6% ZtA
eimisartan : 160mg : 58% 160mg : AUC A[cH 20% 24

AUC 2F 40% ZA
Valsartan™ 25%
° Cmax 2 50% 24

Azilsartan 5~ 60% No effect

*H| I 2} OF20| FDA B2 HARS HIRHO 2 Ha|El AR 2 2|7 H|mot Xt2= oLt
**The mean terminal elimination half life of eprosartan following multiple oral doses of 600mg was approximately 20 hrs.
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Dotz 2 150/12.5mg, 300/12.5mg(Irbesartan / Hydrochlorothiazide)
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Proportions of patients achieving blood pressure (BP) control (BP <140/80 mm Hg)

50 after 9 months' treatment with monotherapy (Intraclass analysis)
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Study design : ZHLICE 1K} | 27|20l M HEQE = %‘%R et K| 2E B2 170,000 X HAERH U M RAIR WlS HES 555 o1

2| T= 2HFE0llM ARBRHEL A& of= 2| TH= = 8 R %’-%’ ’*omd U= X|SES FoK?| 2l
ABERE  XRAE 2 UE 3, 6, 9NN SEHUTZEE(<140/90mmHg)
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o ARB : angiotensin Il receptor blocker

P =0.01 for irbesartan vs losartan
*P =0.001 for irbesartan vs valsartan
*P =0.001 for irbesartan vs candesartan
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Week-8 hourly ambulatory blood pressures (ABP), namely ambulatory diastolic blood pressure (ADBP)
and ambulatory systolic blood pressure (ASBP), with Placebo, 150mg irbesartan once a day
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Study design : seDBP 95-110mmHg, ambulatory DBP=85mmHg@! 18X O] D& 2tXE CHAO 2 Irbesartan 150mg, 75mg, 75mg twice a day,
Placebo 870 2 LI=0{ 85 592F 24h Ambulatory DBP 2tA G 1S H|w$t C}o |2 2AtQ|, 0| S o1

o ADBP : ambulatory diastolic blood pressure o ASBP : ambulatory systolic blood pressure
o seDBP : seated diastolic blood pressure o ambulatory DBP : ambulatory diastolic blood pressure
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Patients persistent at 1 year with initial agent as monotherapy 60. 8*
60
S
£3
= ©
25
SE 50
B S
‘h ©
gt
o8
==
25
a5
: im
30
Diuretics ACE CCBs Losartan Beta AlIRAs Irbesartan
Inhibitors blockers

Study design : RE0IM XZ DHUS TITH 2} 2,461 S Y2 P CHEQH K| RS L0t X|EX 0= MAISID U=XIE HoL51| I8 7

ARBA[X|QI IrbesartanC 2 X|£X O 2 X|26t1 Q= AL} 0|'=X|, ACEi, CCBs, Beta-blockers &£+ CI2 ARB M|X|2 X|£HO 2 X| 26t s ARE ZIF H|w
- Primary end point : persistent at 1 year

o ACE : angiotensin-converting enzyme o CCBs : calcium channel blocker

o AlIRAs : angiotensin Il receptor blocker

The group of patients receiving an AlIRA was composed of patients taking candesartan, eprosartan, irbesartan, losartan or valsartan.

*P=0.001 vs. all other antihypertensive classes and vs losartan
P=0.009 vs. all other AlIRAs
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Kaplan-Meier curve depicting time to end of persistence with initial antihypertensive monotherapy; multivariate analysis
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*P=0.001 vs. losartan and vs. all other antihypertensive classes



