
Comparative Efficacy of Two Angiotensin II
Receptor Antagonists, Irbesartan and
Losartan, in Mild-to-Moderate Hypertension
Kenneth Kassler-Taub, Thomas Littlejohn, William Elliott, Terrence Ruddy, and Evelyn Adler,
for the Irbesartan/Losartan Study Investigators

The primary objectives of this double-blind study
were to compare the antihypertensive efficacy and
tolerability of irbesartan and losartan, two
angiotensin II (AT1 subtype) receptor antagonists
with different pharmacokinetic profiles in patients
with mild-to-moderate hypertension. Both drugs
are approved for once-daily use (although losartan
may also be prescribed twice-daily). After a
placebo lead-in, 567 patients were randomized (1:1:
1:1) to once-daily therapy with placebo, 100 mg
losartan, 150 mg irbesartan, or 300 mg irbesartan
for 8 weeks. Treatment groups had comparable
demographic and baseline characteristics. After 8
weeks of treatment, reductions from baseline in
trough seated diastolic blood pressure (SeDBP) and
trough seated systolic blood pressure (SeSBP) with
300 mg irbesartan were greater than with 100 mg
losartan (P < .01 for both comparisons), by 3.0 and
5.1 mm Hg, respectively; larger reductions were
also demonstrated at weeks 1 and 4 (P < .01 and
P 5 .017, respectively, for SeDBP). Throughout the

study, the antihypertensive effect of 150 mg
irbesartan did not differ significantly from that of
100 mg losartan. All therapies were well tolerated.
The 300 mg dose of irbesartan was associated with
the lowest incidence of adverse events (AE) and
discontinuations because of AE. This study
demonstrates that the maximally effective once-
daily doses of two different AT1 receptor
antagonists may result in clinically significant
differences in blood pressure reductions, and
therefore highlights the potential importance of the
pharmacokinetic and pharmacodynamic differences
between these two members of this class. Am J
Hypertens 1998;11:445–453 © 1998 American
Journal of Hypertension, Ltd.
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Angiotensin II (AII) receptor blockers, a
new class of antihypertensive agents, in-
hibit the renin-angiotensin system by se-
lectively blocking the AT1 subtype of AII

receptors.1 Despite sharing this common mechanism

of action, pharmacologic differences that could result
in different efficacy and tolerability profiles do exist
among the AT1 blockers.

Irbesartan (SR 47436, BMS-186295) is a long-acting
AT1 blocker that does not require biotransformation
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for its pharmacologic activity.2 In vitro binding stud-
ies indicate that irbesartan is a competitive antagonist;
however, in isolated rabbit aorta, it behaves as a non-
competitive (or insurmountable) antagonist of the AT1
receptor, ie, it affects both the slope and the maximum
response of the concentration/effect relationship.2 The
oral bioavailability of irbesartan ranges from 60% to
80%3 and its absorption is unaffected by food. Irbesar-
tan is lipophilic and its volume of distribution aver-
ages from 53 to 93 L; it displays linear, dose-depen-
dent pharmacokinetics and has a plasma half-life av-
eraging 11 to 15 h.4,5

Losartan, the first orally available AT1 blocker to be
developed for clinical use, is a competitive antago-
nist6,7 with a pharmacokinetic profile very different
from irbesartan. Much of the AII-inhibiting effect of
losartan can be attributed to its active metabolite, EXP
3174,8,9 which is a noncompetitive AT1 blocker.7,8 The
oral bioavailability of losartan is approximately 33%
with nearly 14% of the administered dose being con-
verted to the active metabolite.10,11 Food slightly de-
lays its absorption.12 Losartan and EXP 3174 have
plasma half-lives of 2 h and 6 to 9 h, respectively, and
volumes of distribution of approximately 34 L for
losartan and 10 L for EXP 3174.8–10 Owing to the long
duration of activity of EXP 3174, losartan may be
administered once daily in the treatment of hyperten-
sion.13

In healthy subjects, a single dose of 300 mg irbesar-
tan inhibits the AII pressor response by 100% at peak
and by 60% at 24 h,14 whereas in the same setting, 80
and 120 mg losartan produced inhibition of approxi-
mately 90% and 40%, respectively.9 The specificity and
affinity of irbesartan and EXP 3174 for the AT1 recep-
tors are of the same magnitude, and about 10-fold
greater than the affinity of losartan for these recep-
tors.2

The effective dose range of each compound has
been defined using once-daily dosing in hypertensive
patients. In studies using once-daily doses of irbesar-
tan ranging from 1 mg to 900 mg, doses above 300 mg
provided little additional benefit.15,16 In a study using
once-daily doses of losartan up to 150 mg, maximal
reductions in blood pressure were estimated to occur
at 50 mg to 100 mg using an Emax (maximal efficacy)
model.17 Both drugs exhibited trough-to-peak ratios .
50% at therapeutic doses and dose-limiting side effects
did not compromise the evaluation of efficacy dose-
response for either drug. Given the same mechanisms
of action but different pharmacokinetic and pharma-
codynamic profiles, we believed it was important to
determine if these established differences could result
in clinically significant differences in efficacy. Accord-
ingly, the present study explored the antihypertensive
efficacy and tolerability of 150 and 300 mg irbesartan
once daily versus 100 mg losartan once daily.

METHODS

Patient Selection Prior to commencement at each
study site, the study received Institutional Review
Board (IRB) approval as required by local law. All
patients provided written informed consent. Men and
women were 18 years of age or older and had a
well-established history of mild-to-moderate essential
hypertension; women were either surgically sterile or
postmenopausal. Exclusion criteria included concom-
itant diseases that would present safety hazards and
concomitant medications that might interfere with the
assessment of efficacy or safety (eg, drugs known to
affect blood pressure). Patients who had previously
received irbesartan or losartan as an investigational
agent as well as those known to be intolerant of losar-
tan in clinical use were also excluded.

Study Design This study was conducted at 41 sites
in the US, Canada, Mexico, Argentina, and Brazil. All
antihypertensive agents were withdrawn after consent
and prior to a 4- to 5-week, single-blind, placebo
lead-in period. During this phase, mean seated dia-
stolic blood pressure (SeDBP) measurements taken on
days 22 and 29 (optionally on days 29 and 36) had to
be 95 to 110 mm Hg inclusive, and the values for the
two visits could not differ by . 8 mm Hg for patients
to qualify for randomization. An 8-week, double-blind
phase followed in which eligible patients were ran-
domized (1:1:1:1) to one of the following once-daily
parallel treatment groups: 150 mg irbesartan, 300 mg
irbesartan, 100 mg losartan, or placebo. After the first
dose of double-blind therapy, patients remained in the
clinic for approximately 6 h for safety observation.
Patients also visited the clinic on day 2 (6 3 h) and at
weeks 1, 2, 4, and 8 (6 3 days).

Study Supplies All study drugs were administered
in identical gray capsules. In a separate clinical study,
the encapsulated losartan product was shown to be
equivalent to commercially available losartan (Data on
file, Bristol Myers Squibb).

Observation Methods Efficacy At all clinic visits,
trough (24 6 3 h after ingestion of study medication)
seated and standing blood pressures were measured.
Blood pressure was measured using a mercury sphyg-
momanometer after the patient had rested for 10 min
in the seated position. Three measurements were
taken at least 1 min apart. If these SeDBP readings
were not within 8 mm Hg of each other, an additional
two readings were obtained and incorporated into the
calculated mean. Three (or five) blood pressure mea-
surements were similarly obtained after 2 min stand-
ing. The mean of the three (or five) measurements was
used to determine eligibility for the trial and was used
in the efficacy analyses.
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Safety Observed and volunteered adverse events
(AE) regardless of cause, including those elicited by
general questioning, were recorded at all visits. Blood
and urine samples were obtained for standard labora-
tory tests at the end of the placebo lead-in period and
at weeks 4 and 8 of double-blind therapy. A 12-lead
electrocardiogram (ECG) and physical examination
were performed at the end of the placebo lead-in
period and at week 8 of double-blind therapy.

Statistical Methods Sample Size Determination A
sample size of 115 randomized patients for each treat-
ment group was chosen to give at least 90% power,
with a type I error of 5% (two-tailed), of detecting a
true difference of 3.5 mm Hg between treatments with
regard to the primary variable (change from baseline
in trough SeDBP at week 8). The sample size calcula-
tion assumed a standard deviation of 8 mm Hg. Dun-
nett’s procedure was used to adjust the sample size to
control for multiple comparisons. The planned sample
size did not allow for potential dropouts and was not
powered to detect differences in normalization rates
or responder rates.

Demographic and Baseline Characteristics Quantitative
data were analyzed by a one-way analysis of variance
and qualitative data were assessed by a x2 test. These
statistical tests were two-sided with a significance
level of a 5 0.05.

Efficacy and Safety Measurements The primary statis-
tical comparisons were between the two irbesartan
groups and the losartan group. Testing of active
groups versus placebo was performed to confirm the
antihypertensive effects of irbesartan and losartan in
this study. Statistical tests were two-sided and carried
out at a significance level of a 5 0.05 (placebo versus
each active group) or a 5 0.026 (adjusted by Dunnett’s
procedure, for each dose of irbesartan versus losar-
tan).

Efficacy analyses were performed on the data set of

all randomized patients with a baseline and at least
one on-therapy evaluation. Treatment groups were
compared with regard to changes from baseline in
trough blood pressure using an analysis of covariance
(ANCOVA) model including terms for randomized
group, site, and baseline blood pressure. Treatment
groups were compared with regard to the proportions
of patients normalized (trough SeDBP , 90 mm Hg)
or responding (normalized or a reduction in trough
SeDBP $ 10 mm Hg) at week 8 only by the Cochran-
Mantel-Haenszel procedure, stratified by site.

Safety analyses included all randomized patients
who received at least one dose of study medication.
Mean changes from baseline to weeks 4 and 8 in
serum creatinine, potassium, and uric acid levels were
compared among the treatment groups using an AN-
COVA model with treatment as a factor and baseline
as a covariate. These analytes were selected a priori for
statistical testing because of the known effects of lo-
sartan or other drugs affecting AII.

Treatment Group Assignments Patients were grouped
according to their randomized dose group for analy-
ses of baseline comparability and efficacy. Six patients
received a study drug different from their randomized
treatment; for safety analyses, these patients were an-
alyzed according to the treatment received.

RESULTS

Patient Disposition A total of 567 patients were ran-
domized (147 to placebo, 138 to 100 mg losartan, 142 to
150 mg irbesartan, and 140 to 300 mg irbesartan).
Following randomization, 37 patients (12 placebo, 7
100 mg losartan, 12 150 mg irbesartan, and 6 300 mg
irbesartan) withdrew. Thus, 530 patients completed
the 8-week, double-blind period.

Demographic and Baseline Characteristics No sta-
tistically significant baseline differences were ob-
served among the treatment groups (Table 1). The

TABLE 1. DEMOGRAPHIC AND BASELINE CHARACTERISTICS

Placebo
(N 5 147)

Losartan, 100 mg
(N 5 138)

Irbesartan, 150 mg
(N 5 142)

Irbesartan, 300 mg
(N 5 140)

Gender, Male/Female, % 61/39 50/50 54/46 57/43
Age

Mean (SD), years 53.8 (9.6) 55.0 (10.7) 53.1 (10.5) 55.6 (10.4)
, 65/$ 65 years, % 85/15 80/20 85/15 77/23

Race, white/black/other, % 77/10/13 80/5/14* 77/6/17 78/6/16
Baseline blood pressure

Mean SeSBP (SD), mm Hg 152.4 (14.7) 153.3 (15.5) 155.3 (16.2) 155.4 (16.0)
Mean SeDBP (SD), mm Hg 100.3 (4.3) 100.6 (4.4) 101.1 (4.6) 100.4 (4.5)

SeSBP, seated systolic blood pressure; SeDBP, seated diastolic blood pressure; SD, standard deviation

* Total percentage does not add to 100% because of rounding.
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majority of patients were male (55%) and white (78%).
Mean age was 54 years and mean baseline blood pres-
sure was 154/101 mm Hg.

Trough Blood Pressure At week 8, reductions from
baseline in trough SeDBP, the primary efficacy variable,
and in trough seated systolic blood pressure (SeSBP)
were significantly greater with 300 mg irbesartan com-
pared with 100 mg losartan (P , .01 for both compari-
sons; Figure 1 and Table 2). At this time, the mean
reductions in the irbesartan group were 5.1/3.0 mm Hg
larger than the losartan group. As shown in Figure 1, a
greater antihypertensive effect of 300 mg irbesartan com-
pared with 100 mg losartan was present throughout the
study and also reached statistical significance at weeks 1
and 4 for SeDBP (at week 1 P , .01 and at week 4 P 5
.017). The dose of 150 mg irbesartan produced overall
changes in SeDBP and SeSBP comparable to 100 mg
losartan (Figure 1 and Table 2). All active groups re-
duced blood pressure significantly (P , .001) versus
placebo at all times.

At all times, changes in trough standing diastolic
blood pressure and standing systolic blood pressure
followed patterns similar to that observed for the
seated measurements.

Therapeutic Response Normalization (trough SeDBP
, 90 mm Hg) rates were, at week 1, 48% with 300 mg
irbesartan and 31% with 100 mg losartan, and at week

FIGURE 1. Adjusted mean changes from baseline in trough
seated diastolic blood pressure (SeDBP) and trough seated systolic
blood pressure (SeSBP) during the 8-week study period (bars 5
SE). *P , .01 v losartan; †P 5 .017 v losartan. Note: P , .001
v placebo at all times for all active groups.

TABLE 2. ADJUSTED MEAN CHANGES FROM BASELINE IN TROUGH SEATED
BLOOD PRESSURE AT WEEKS 1 AND 8

Placebo Losartan, 100 mg Irbesartan, 150 mg Irbesartan, 300 mg

Week 1
N 143 135 139 132
SeDBP (SE), mm Hg 24.4 (0.56) 27.5 (0.58)* 28.2 (0.57)* 29.8 (0.59)*†
SeSBP (SE), mm Hg 24.3 (1.00) 210.0 (1.02)* 212.1 (1.00)* 213.1 (1.04)*

Week 2
N 145 137 137 138
SeDBP (SE), mm Hg 24.9 (0.56) 28.7 (0.58)* 28.4 (0.58)* 29.7 (0.58)*
SeSBP (SE), mm Hg 25.8 (0.99) 211.5 (1.02)* 211.3 (1.02)* 214.0 (1.01)*

Week 4
N 144 135 135 137
SeDBP (SE), mm Hg 24.2 (0.58) 28.7 (0.60)* 29.9 (0.60)* 210.7 (0.60)*‡
SeSBP (SE), mm Hg 24.1 (1.03) 211.4 (1.06)* 213.6 (1.05)* 214.6 (1.05)*

Week 8
N 138 131 129 134
SeDBP (SE), mm Hg 24.9 (0.63) 28.7 (0.64)* 29.7 (0.65)* 211.7 (0.64)*†
SeSBP (SE), mm Hg 23.7 (1.12) 211.3 (1.14)* 212.1 (1.15)* 216.4 (1.13)*†

* P , .001 v placebo.

† P , .01 v 100 mg losartan.

‡ P 5 .017 v 100 mg losartan.

SeDBP, seated diastolic blood pressure; SeSBP, seated systolic blood pressure; SE, standard error.
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8, 52% and 42%, respectively (Figure 2). The corre-
sponding response rates (normalized or a reduction in
trough SeDBP $ 10 mm Hg) were, at week 1, 57% v
44% and at week 8, 63% v 56%. Although the 300 mg
dose irbesartan tended to result in a larger proportion
of patients achieving the defined degrees of therapeu-
tic response, none of these differences were statisti-
cally significant.

Safety Adverse Events There were no deaths during
the study. Early discontinuations because of AE, over-
all rates of reported AE (ie, all those reported without
regard to causality) and adverse drug experiences (ie,
adverse events that were related, possibly or probably
related, or of unknown relationship to study drug)
occurred in the active treatment groups at a rate that
was not appreciably different from placebo, with the

TABLE 3. SAFETY AND TOLERABILITY OF IRBESARTAN AND LOSARTAN

Losartan, 100 mg
(N 5 138)

Irbesartan, 150 mg
(N 5 141)

Irbesartan, 300 mg
(N 5 142)Placebo (N 5 146)

Adverse events, % 52.7 57.2 51.1 43.7
Discontinuations due to adverse events, %* 3.4 3.6 2.1 1.4
Adverse drug experiences, %* 21.2 27.5 21.3 19.7

* Subsets of all patients with adverse events.

FIGURE 2. Normalization rates (trough seated diastolic blood pressure , 90 mm Hg) and response rates (normalized or a reduction
in trough seated diastolic blood pressure 10 mm Hg) at weeks 1 and 8.
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300 mg irbesartan group tending to show the lowest
rates (Table 3). The most common AE were headache,
musculoskeletal pain, dizziness, upper respiratory in-
fection, and fatigue.

Laboratory and Other Assessments Changes in serum
creatinine and potassium levels were negligible, and
none of the differences between irbesartan and losar-
tan were statistically significant. Serum uric acid levels
decreased insignificantly with irbesartan, whereas de-
creases when compared with baseline were statisti-
cally significant with losartan. However, the differ-
ence between 100 mg losartan and 300 mg irbesartan
did not reach statistical significance. There were no
clinically significant changes in ECG or physical ex-
amination results.

DISCUSSION

This randomized, double-blind, placebo-controlled,
8-week study compared the antihypertensive efficacy
and safety of losartan and irbesartan, two AT1 recep-
tor antagonists with different pharmacokinetic and
pharmacodynamic profiles. Once-daily doses of each
compound, including maximum clinical doses, were
used to determine their effect on trough blood pres-
sure.15–17

At the primary endpoint (week 8), the antihyperten-
sive effect of 300 mg irbesartan was significantly
greater than that of 100 mg losartan, with irbesartan
providing a 3.0 mm Hg and 5.1 mm Hg greater reduc-
tion in trough SeDBP and SeSBP, respectively. Signif-
icant differences in favor of 300 mg irbesartan were
also observed at weeks 1 and 4. The antihypertensive
effects of 150 mg irbesartan and 100 mg losartan did
not differ statistically; the study was not designed to
detect such small (;1 mm Hg) differences. The mag-
nitude of blood pressure lowering observed in this
study for the two doses of irbesartan and the once-
daily 100 mg dose of losartan is consistent with that
reported in previous studies.17–24 These data therefore
indicate that the administration of maximally effective
doses of two antihypertensive agents with a similar
mode of action may produce clinically significant dif-
ferences in trough blood pressure reduction.

Trends towards differences observed in normaliza-
tion and responder rates were consistent with the
results in SeDBP, but the differences were not statis-
tically significant. This was not unexpected, as the
study was not powered according to these secondary
outcome measures. Nearly 200 subjects per group
would have been required in the analysis to detect a
true difference of 45% v 30% in normalization rates
(similar to what was observed at week 1 for the 300
mg irbesartan and 100 mg losartan groups) with 80%
power and an a 5 0.025 (adjusted for multiple com-
parisons). The observed difference at week 8 would

require over 900 subjects per group to achieve 80%
power for this comparison.

Several factors may contribute to the effectiveness of
AT1 receptor blockade: receptor affinity, pharmacoki-
netics, and access of the active drug to the sites of
action. In vitro, irbesartan had a 10-fold greater affin-
ity for AT1 receptors compared with losartan,2

whereas the affinity of the EXP 3174, the active me-
tabolite of losartan, was comparable to that of irbesar-
tan. These in vitro differences were confirmed with in
vivo experiments. In monkeys, irbesartan was roughly
10 times more potent than losartan at inhibiting the
pressor response to AII, whereas EXP 3174 and irbe-
sartan were equally potent.2 In healthy subjects, as
discussed previously, 300 mg irbesartan tended to
inhibit the pressor response elicited by AII more than
a 100 mg dose of losartan, both at peak and
trough.9,14,25,26 These pharmacodynamic results sug-
gest that at the dose of 300 mg irbesartan provided
more effective and persistent AT1 blockade than 100
mg losartan, an observation that would appear to be
consistent with the difference in antihypertensive ef-
ficacy demonstrated in this study.

The pharmacokinetics of irbesartan and losartan
also differ, in terms of half-life and biotransforma-
tion.2,5,6–9 Biotransformation of losartan is dependent
on the cytochrome P450 isoform 3A4,27 which is vari-
ably present in some individuals.28,29 The competition
at the receptor site between losartan, a competitive
antagonist, and its metabolite, a noncompetitive an-
tagonist, both with different kinetics and affinity
might also contribute to the relatively flat dose-re-
sponse described for this drug; the action of irbesartan
at the receptor site appears more straightforward. In
addition, the volume of distribution of irbesartan is
substantially greater than those of losartan and its
metabolite, suggesting that irbesartan could reach AT1
receptors in compartments that are not accessible to
losartan or EXP 3174. For example, the degree of pen-
etration of these agents into the central nervous sys-
tem might differ. All of these factors may thus con-
tribute to the differences in efficacy observed between
the drugs.

The study used seated office BP measures taken by
a blinded observer using mercury sphygmomanome-
try, as recommended by the American Heart Associ-
ation, the American Society of Hypertension, and the
World Health Organization.33,34,35 Seated office BP is
the standard recommended measure in clinical prac-
tice and in the evaluation of efficacy of an antihyper-
tensive agent by regulatory agencies.31,32,35–37 Reduc-
tions in SeBP have been well documented to correlate
with reduced risk of hypertension target end organ
damage.38 Therefore, it is an appropriate and relevant
measure for comparison of the efficacy of antihyper-
tensive agents. Other measurement techniques, such
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as ambulatory blood pressure or home office measure-
ment would have provided additional information
regarding blood pressure over 24 h, at times between
scheduled visits, and during the patients’ normal daily
routines. Ambulatory blood pressure might also have
improved the precision of the comparisons between
the active groups, particularly the 100 mg losartan and
the 150 mg irbesartan groups, in which the seated
office measurements showed only small differences.

In this study, once-daily dosing regimens were com-
pared. Both drugs have been demonstrated to provide
adequate control of BP over 24 h using ambulatory
blood pressure and calculation of trough:peak ratio for
seated office measurements.17,18 As a result, both
drugs are recommended for once-daily administra-
tion.12,16 Comparison of once-daily dosing is also the
most clinically relevant, because once-daily dosing
regimens are clearly preferred for reasons of patient
compliance31,32 and will likely represent the vast ma-
jority of clinical use.

It is not known if a comparison of dosing regimens
more frequent than once-daily would have provided
different results. Published data suggest that losartan
administered at a dose of 50 mg twice daily may
provide somewhat better 24-h mean ambulatory blood
pressure control than a dose of 100 mg once daily
(24-h mean ambulatory blood pressure 3.3/2.1 mm Hg
greater reduction with the twice daily dose), but in the
same study, no substantial differences in office blood
pressure were noted, and none of the observed differ-
ences in blood pressure response reached statistical
significance.30 With respect to irbesartan, regimens of
75 mg twice daily and 150 mg once daily have been
shown to provide equivalent reductions in mean 24 h
ambulatory blood pressure and seated office BP.17

Although this apparent difference between losartan
and irbesartan may suggest that a twice-daily regimen
comparison would tend to favor losartan relative to
irbesartan, a comparison using a regimen other than
once-daily should be based upon the doses of each
drug that represent the maximally effective dose when
given using the regimen intended for comparison. To
our knowledge, the efficacy dose-response relation-
ships for losartan and irbesartan have only been fully
defined using once-daily dosing, and thus it is not
possible to speculate on the outcome of a different
comparison.

Both therapies were well tolerated, consistent with
earlier data.17–19,21–24 Neither drug caused clinically
significant changes from baseline in serum creatinine
levels, and only slight increases were observed in
serum potassium concentrations. Losartan signifi-
cantly reduced serum uric acid levels, whereas irbe-
sartan did not, consistent with previous studies dem-
onstrating a uricosuric effect with losartan and only
minimal alterations with irbesartan.39–41

CONCLUSIONS

This 8-week, double-blind, placebo-controlled trial in
mild-to-moderate hypertension indicates that the
maximally effective doses of irbesartan and losartan,
two different AT1 receptor antagonists given once
daily, have antihypertensive effects that are signifi-
cantly different at trough. These findings highlight the
potential clinical significance of pharmacokinetic and
pharmacodynamic differences between these two
members of the AT1 receptor antagonist class.
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Canada; William Miller, MD, Wilmington, DE; Decio Mion,
Jr., MD, São Paulo, Brazil; Carl Moritz, MD, Boulder, CO;
William Mroczek, MD, Falls Church, VA; Willie Oigman,
MD, Sala, Brazil; Vasilios Papademetriou, MD, Springfield,
VA; Warren Pleskow, MD, Encinitas, CA; Joao Rocha, MD,
Campinas, Brazil; Terrence Ruddy, MD, Ottawa, Ontario,
Canada; Kenneth Schaecher, MD, Salt Lake City, UT; Harry
Serfer, DO, Hollywood, FL; Mark P. Tanenbaum, MD, Falls
Church, VA; Phillip Toth, MD, Indianapolis, IN; Marc Wein-
berg, MD, Providence, RI; Thomas Wilson, MD, Saskatoon,
Saskatchewan, Canada; Alfredo Zucchini, MD, Buenos
Aires, Argentina.

AJH–APRIL 1998–VOL. 11, NO. 4, PART 1 IRBESARTAN VERSUS LOSARTAN IN HYPERTENSION 453


