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Osteoarthritis (OA) is a chronic and often progressive
condition requiring longterm symptomatic pain manage-
ment. Nonsteroidal antiinflammatory drugs (NSAID) are
the most widely prescribed agents for this condition, and are

well established for management of the chronic pain associ-
ated with OA1,2. However, these agents are a common cause
of serious morbidity and mortality associated with gastro-
intestinal (GI) ulcers and ulcer complications. The incidence
of symptomatic ulcers and ulcer complications associated
with standard NSAID was reported in 1998 to be around
1–4% per year3.

NSAID are believed to damage the GI tract principally as
a result of inhibition of the constitutive cyclooxygenase
(COX)-1 enzyme that helps to maintain GI mucosal
integrity by synthesizing prostaglandins. Recognition of a
second cyclooxygenase enzyme (COX-2) that is upregu-
lated at sites of inflammation stimulated the development of
agents that selectively inhibited COX-2. Four oral COX-2
selective inhibitors are currently available for use in various
countries for the management of OA: celecoxib, valdecoxib,
rofecoxib, and etoricoxib. Clinical studies have supported
the much improved GI safety of this class of agents, which
are effective in pain management yet cause significantly
fewer endoscopically detected GI ulcers than standard non-
selective NSAID such as ibuprofen or naproxen4–6.

Lumiracoxib is a novel COX-2 selective inhibitor, chem-
ically distinct from existing COX-2 selective agents in that
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ABSTRACT. Objective. To compare the incidence of gastroduodenal ulcers in patients with osteoarthritis (OA)
treated with therapeutic doses of the novel COX-2 selective inhibitor, lumiracoxib (COX189,
Prexige®), and the standard nonsteroidal antiinflammatory drug (NSAID) ibuprofen. The COX-2
selective inhibitor celecoxib was included as an active control.
Methods. In this randomized, multicenter, double-blind, parallel-group study, eligible patients were
randomized to receive lumiracoxib 200 mg (n = 264) or 400 mg (n = 260) once daily (qd), ibuprofen
800 mg (n = 260) 3 times daily (tid), or celecoxib 200 mg qd (n = 258) for 13 weeks. The incidence
of gastroduodenal ulcers and erosions was determined by endoscopy prior to randomization, and
after 4 weeks and 13 weeks of treatment (end of study). Frequencies of adverse events were also
recorded.
Results. The cumulative incidence of gastroduodenal ulcers ≥ 3 mm in diameter was significantly
lower in the lumiracoxib groups (200 mg: 4.3%; 400 mg: 4.0%) than in the ibuprofen group (15.7%;
p < 0.001) and similar to the celecoxib group (3.2%). In the ibuprofen group, a significantly greater
number of patients (6.0%) had > 10 gastroduodenal erosions compared with lumiracoxib 200 mg
(1.2%; p < 0.01), lumiracoxib 400 mg (1.6%; p < 0.05), and celecoxib (2.4%; p < 0.05). A greater
number of patients in the ibuprofen group discontinued treatment due to an adverse event compared
with both lumiracoxib groups and the celecoxib group.
Conclusion. In patients with OA, lumiracoxib 200 mg or 400 mg qd was associated with a signifi-
cantly lower risk of gastroduodenal ulceration than ibuprofen 800 mg tid, and was similar to cele-
coxib 200 mg qd. (J Rheumatol 2004;31:1804–10)
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it does not contain a sulfur-containing moiety but has a
carboxylic acid group, making it a mildly acidic molecule7.
Lumiracoxib is rapidly absorbed, with a short plasma half-
life (t

2
of 3–6 h)8, yet several clinical studies suggest 24-

hour efficacy9–11. Rapid plasma clearance, alongside
prolonged efficacy, suggests that lumiracoxib could provide
at least equally effective pain relief in OA as standard
NSAID, with improved tolerability resulting from its COX-
2 selective inhibition. 

We designed a large, multicenter, 13-week study to deter-
mine the incidence of endoscopically detected gastroduo-
denal ulcers in adult patients with OA treated with
lumiracoxib, and to compare this with the incidence of
ulceration and erosions in patients treated with ibuprofen.
The celecoxib arm was included as an active control treat-
ment.

MATERIALS AND METHODS
Patients. The study population consisted of male and female patients aged
≥ 18 years with a diagnosis of primary OA of the hip, knee, or hand
according to the American College of Rheumatology (ACR) criteria12–14 or
of the spine (cervical or lumbar, confirmed by radiograph) and functional
status of I–III according to the revised ACR criteria. Patients were required
to have been symptomatic for at least 3 months prior to enrollment, to be
receiving NSAID or other analgesic therapy, and to have a baseline pain
assessment of moderate, severe, or extreme (Likert scale) in the affected
joint. In addition, only patients with no ulceration of the gastroduodenal
mucosa, with ≤ 10 gastroduodenal erosions and with no lesion of the
esophageal mucosa (confirmed by endoscopy) were considered for enroll-
ment.

The main exclusion criteria were: any other inflammatory arthritis,
active GI disease, history of gastroduodenal bleeding, pyloric or duodenal
obstruction, past gastroduodenal surgery, active malignancy or history of
malignancy, a serum creatinine value exceeding 1.2 times the upper limit of
normal (ULN), and an aspartate or alanine transaminase exceeding 1.5
times the ULN. Eligibility for inclusion in this study was not influenced by
Helicobacter pylori status.

Study design. This was a randomized, multicenter, double-blind, controlled,
parallel-group study, conducted in accord with the principles of Good
Clinical Practice and the Declaration of Helsinki at 83 clinical centers in
Bulgaria, the Czech Republic, France, Hungary, Ireland, Poland, Romania,
Russia, South Africa, Spain, and the UK. Independent ethics committees
approved the protocol and all patients provided written informed consent
prior to any study procedure. Quality control procedures included regular
monitoring visits with verification of case report forms against medical
records, and audits conducted by sponsor personnel at selected sites.

At screening, patients underwent clinical laboratory testing. After a 7-
day NSAID washout period, patients underwent baseline gastroduodenal
endoscopy. Biopsy specimens were obtained from the gastric antrum and
body for rapid urease testing (CLOtest) and histologic (Giemsa) stain eval-
uation for H. pylori. Eligible patients were subsequently randomized within
7 days to receive lumiracoxib 200 mg once daily (qd), lumiracoxib 400 mg
qd, celecoxib 200 mg qd, or ibuprofen 800 mg three times daily (tid) for up
to 13 weeks. Study medication was provided in blister packages. Blinding
was maintained by using matching placebo tablets and capsules.
Randomization was performed in blocks of 4 from a computer-generated
list. Each site was provided with sealed envelopes containing treatment
assignments, which were returned and destroyed after study completion.
Study personnel remained blinded until the clinical database was locked.
There were 4 planned study visits (baseline and at Weeks 4, 8, and 13).
Endoscopies were conducted prior to randomization and at Weeks 4 and 13.

Patients were allowed to take acetaminophen (up to 2 g/day) and
antacids (e.g., calcium carbonate or magnesium carbonate tablets up to a
maximum of 8 per day) as rescue medication. These were dispensed and
monitored by the investigator at each study visit. NSAID, gastroprotective
agents (histamine H2-receptor antagonists, proton pump inhibitors, miso-
prostol), anticoagulants and antiplatelet agents (with the exception of low
dose aspirin, maximum daily dose ≤ 325 mg) were not permitted.
Corticosteroids were not allowed except for ocular, topical, nasal, inhaled,
or intraarticular (maximum 3) preparations.

Patients completed a pain assessment using a 5 point Likert categorical
scale (none, mild, moderate, severe, or extreme) and both patients and
investigators completed categorical global assessments of disease activity
at baseline and at Weeks 4, 8, and 13. Adverse events (spontaneously
reported and investigator-assessed) were recorded at Weeks 4, 8, and 13.
Vital signs and routine biochemistry, hematology, and urinalysis were
assessed at each study visit.

Statistical analyses. Sample size was calculated based on the expected
cumulative incidence of endoscopically detectable gastroduodenal ulcers
(≥ 3 mm diameter). With 158 patients per treatment arm, the study had
90% power to detect a statistically significant difference (5% level, 2-sided
test) between the lumiracoxib and ibuprofen treatment arms — assuming a
20% and 7% ulcer incidence rate in the ibuprofen 800 mg and lumiracoxib
400 mg groups, respectively. Allowing for a 20% dropout rate, we esti-
mated that 198 patients per treatment arm would be required to maintain the
statistical power of the study.

The primary endpoint of the study was the cumulative incidence of
endoscopically detectable gastroduodenal ulcers (≥ 3 mm in diameter) at
study end (Week 13) in the modified safety population (defined as all
patients who underwent at least one post-baseline endoscopy). A multiple
logistic model was employed, taking into account as main effects the loga-
rithm of age, whether at least one unscheduled endoscopy was performed,
the number of post-baseline endoscopies, and treatment. A 2-sided 5% level
of significance was applied for all comparisons. Secondary safety variables
at Weeks 4 and 13 included the cumulative incidence of gastroduodenal
ulcers (≥ 5 mm) and esophageal ulcers (any size), and the change from
baseline in esophageal mucosal score. The incidence of gastroduodenal
ulcers at Week 4 (≥ 3 mm) was a secondary safety variable. Secondary
safety variables at Week 13 only included the mean number of gastroduo-
denal erosions and the incidence of > 10 detectable gastroduodenal
erosions.

Efficacy analyses (overall joint pain, global assessment of disease
activity, and number of rescue medication tablets required) were performed
using a multiple logistic model taking treatment as the main effect.
Improvement in efficacy was defined as an endpoint assessment of “very
good” or an improvement of ≥ 2 grades on a categorical scale. Descriptive
statistics are presented for demographic variables, vital signs, laboratory
values, and adverse events.

RESULTS
We randomized a total of 1042 patients to receive lumira-
coxib 200 mg qd (n = 264), lumiracoxib 400 mg qd (n =
260), celecoxib 200 mg qd (n = 258), or ibuprofen 800 mg
tid (n = 260). Patient disposition, discontinuation, and the
proportion of patients who deviated from protocol criteria
during the study are detailed in Figure 1. The most common
reason for early discontinuation was the emergence of an
adverse event (discussed below).

There were no clinically or statistically relevant differ-
ences between the treatment groups with respect to baseline
demographics or disease characteristics (Table 1). The
majority of patients were female (76.7%), aged between 41
and 65 years (63.3%), and Caucasian (98.2%). At baseline,

Hawkey, et al: Gastroduodenal safety of lumiracoxib 1805
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most patients were assessed as having moderate or severe
pain and patient/physician global ratings were poor to fair.
The proportion of patients who tested positive for H. pylori
was slightly lower in the celecoxib group than in the other 3
treatment groups.

Safety and tolerability
Esophageal and gastroduodenal evaluation. The cumulative
incidence of gastroduodenal ulcers ≥ 3 mm in diameter at
study end (Week 13) in the modified safety population was
significantly lower among patients treated with lumiracoxib
(200 mg qd, 4.3%; 400 mg qd, 4.0%) than among patients
treated with ibuprofen 800 mg tid (15.7%; both p < 0.001)
(Figure 2). No significant difference in the cumulative inci-
dence was observed between either lumiracoxib 200 mg qd
or 400 mg qd and celecoxib 200 mg qd (3.2%). A similar

pattern was seen for the per-protocol population (subset of
modified safety population excluding those with a major
protocol violation) in that the incidence of gastroduodenal
ulceration with lumiracoxib 200 mg qd (4.1%) and 400 mg
qd (4.2%) was significantly lower compared with ibuprofen
(16.0%; p < 0.001 and p < 0.01, respectively) and compa-
rable with celecoxib (3.4%). H. pylori status had no influ-
ence on the incidence of gastroduodenal ulcers ≥ 3  mm in
any treatment group.

When rates for gastric and duodenal ulceration (≥ 3 mm)
were examined separately in the modified safety population,
the cumulative incidence of gastric ulceration was signifi-
cantly lower in the lumiracoxib groups (200 mg qd, 2.7%;
and 400 mg qd, 2.4%) than in the ibuprofen group (8.9%;
both p < 0.05) and similar to celecoxib (2.8%). The cumula-
tive incidence of duodenal ulceration ≥ 3 mm in the lumira-

The Journal of Rheumatology 2004; 31:91806

Figure 1. Patient disposition, showing randomization scheme, discontinuations, and intention-
to-treat population.

Table 1. Patient characteristics.

Lumiracoxib Lumiracoxib Ibuprofen Celecoxib
200 mg qd, 400 mg qd, 800 mg tid, 200 mg qd,

n = 264 n = 260 n = 260 n = 258

Mean age, yrs ± SD 58.8 ± 10.89 58.1 ± 10.72 57.9 ± 11.13 59.9 ± 9.73
Male/female. % 20.8/79.2 25.4/74.6 23.8/76.2 23.3/76.7
Caucasian, n (%) 260 (98.5) 256 (98.5) 254 (97.7) 253 (98.1)
Mean height, cm ± SD 163.3 ± 8.00 164.8 ± 8.97 164.6 ± 0.95 163.9 ± 8.49
Mean weight, kg ± SD 77.6 ± 15.13 78.6 ± 14.95 78.3 ± 13.91 77.1 ± 14.31
Body mass index, kg/m2 ± SD 29.1 ± 5.28 29.0 ± 5.28 28.9 ± 4.45 28.7 ± 5.15
Mean disease duration, yrs ± SD 8.0 ± 7.40 7.6 ± 7.37 6.9 ± 6.83 8.1 ± 7.10
Number of patients with

Prior NSAID therapy (%) 215 (81.4) 213 (81.9) 224 (86.2) 214 (82.9)
History of GI events (%) 85 (32.2) 91 (35.0) 90 (34.6) 89 (34.5)
Baseline erosions (%) 27 (10.2) 20 (7.7) 32 (12.3) 30 (11.6)
H. pylori positive (%) 183 (69.3) 189 (72.7) 185 (71.2) 169 (65.5)
≥ 1 alcoholic drink/day (%) 22 (8.3) 26 (10.0) 25 (9.6) 20 (7.8)
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coxib 200 mg qd and 400 mg qd groups (both 1.6%) was
again significantly lower than in the ibuprofen group (8.1%;
p < 0.001 and p = 0.001, respectively) and similar to cele-
coxib (0.4%).

The cumulative incidence of gastroduodenal ulcers ≥ 5
mm in diameter showed a similar pattern to that seen for
ulcers ≥ 3 mm. The cumulative incidence of gastroduodenal
ulcers ≥ 5 mm at study end was significantly lower in both
the lumiracoxib 200 mg qd (3.9%) and 400 mg qd (3.6%)
groups compared with the ibuprofen 800 mg tid group
(12.5%; both p < 0.005) and similar to the celecoxib 200 mg
qd group (2.8%) (Figure 2). When analyzed separately, the
incidence of gastric ulcers ≥ 5 mm in diameter was lower
with lumiracoxib 200 mg qd (2.3%; p < 0.05), lumiracoxib
400 mg qd (2.0%; p = 0.053), and celecoxib (2.4%; p =
0.068) compared with ibuprofen 800 mg tid (6.5%). The
incidence of duodenal ulceration ≥ 5 mm in the lumiracoxib
200 mg qd and 400 mg qd groups (both 1.6%) was again
significantly lower than in the ibuprofen group (6.9%; both
p < 0.01) and similar to celecoxib (0.4%).

The number of patients with erosions at baseline was
lower in patients receiving lumiracoxib 400 mg qd than in
the other treatment groups, but this was not statistically
significant (Table 1). Irrespective of the number of erosions
they presented at baseline, fewer patients had erosions or
ulcers at study end in the lumiracoxib 200 mg, lumiracoxib
400 mg, and celecoxib groups compared with the ibuprofen
group (Table 2).

Significantly fewer patients taking either dose of lumira-
coxib or celecoxib had > 10 gastroduodenal erosions
compared with ibuprofen, and significantly more had no
visible injury of the gastric or duodenal mucosa (Table 3).

There was no significant difference between the celecoxib
group and the 2 lumiracoxib groups. In addition, the propor-
tion of patients with normal gastric mucosa was signifi-
cantly higher in the lumiracoxib 200 mg qd (72.4%),
lumiracoxib 400 mg qd (76.7%), and celecoxib (75.5%)
groups than in the ibuprofen (55.2%) group (all p < 0.001).
Similarly, the proportion of patients with normal duodenal
mucosa was significantly higher in the lumiracoxib 200 mg
qd (83.7%; p < 0.05), lumiracoxib 400 mg qd (87.4%; p <
0.001), and celecoxib (87.7%; p < 0.001) groups compared
with the ibuprofen (74.2%) group (Table 3). Very few
patients had any evidence of lower level mucosal injury and
there were no obvious differences between treatment groups
or with study visit. Only one patient (taking lumiracoxib 400
mg qd) developed an esophageal ulcer.

Adverse events. The proportion of patients who experienced
any adverse event was similar across treatment groups, but
highest among patients who received ibuprofen (77.7%;
Table 4). The most commonly reported adverse events (in ≥
5% of patients in any treatment group) were upper abdom-
inal pain, dyspepsia, nausea, influenza, nasopharyngitis, and
headache. Compared with patients receiving ibuprofen,
fewer patients receiving lumiracoxib or celecoxib had
adverse events or resulted in study drug discontinuation.

The incidence of serious adverse events was similar
across treatment groups, but fewer serious adverse events
were considered by the investigator to be study treatment-
related in the lumiracoxib groups than in the other groups
(lumiracoxib 200 mg qd, n = 1; lumiracoxib 400 mg qd, n =
1; ibuprofen, n = 6; celecoxib, n = 6). There were 2 serious
GI events in the celecoxib group and 3 in the ibuprofen
group involving GI ulceration or bleeding that were consid-

Hawkey, et al: Gastroduodenal safety of lumiracoxib 1807

Figure 2. Cumulative incidence of gastroduodenal ulcers (≥ 3 mm and ≥ 5 mm diameter)
among patients treated with lumiracoxib 200 mg qd (n = 257), lumiracoxib 400 mg qd (n = 253),
ibuprofen 800 mg tid (n = 248), or celecoxib 200 mg qd (n = 253) for up to 13 weeks (modified
safety population). *p < 0.005 vs ibuprofen; *p < 0.001 vs ibuprofen. n = modified safety popu-
lation (all patients who underwent at least one post-baseline upper GI endoscopy).
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ered related to study treatment, compared to one in the
lumiracoxib 200 mg qd group (abdominal pain) and one in
the lumiracoxib 400 mg qd group (abdominal pain with
superficial gastric ulceration). A single fatality due to hemo-

pericardium occurred in the ibuprofen group, but was not
considered related to study treatment.

Antacid rescue medication. The number of patients
requiring antacid rescue medication was significantly

The Journal of Rheumatology 2004; 31:91808

Table 2. Change in the gastroduodenal mucosa during the study.

Patients with Erosions Patients with a Normal Patients who Developed
at Study End, n Mucosa at Study End, n Ulcers at Study End, n

Patients with erosions at baseline*
Lumiracoxib 200 mg qd (n = 27) 5 18 1
Lumiracoxib 400 mg qd (n = 20) 3 11 3
Ibuprofen 800 mg tid (n = 32) 11 12 7
Celecoxib 200 mg qd (n = 30) 6 19 1

Patients with no erosions at baseline**
Lumiracoxib 200 mg qd (n = 237) 18 189 10
Lumiracoxib 400 mg qd (n = 240) 16 204 7
Ibuprofen 800 mg tid (n = 228) 39 146 32
Celecoxib 200 mg qd (n = 228) 13 191 7

* 24 post-baseline assessments could not be made: lumiracoxib 200 mg (n = 4), lumiracoxib 400 mg (n = 6),
ibuprofen (n = 9), and celecoxib (n = 5). ** 117 post-baseline assessments could not be made: lumiracoxib 200
mg (n = 30), lumiracoxib 400 mg (n = 20), ibuprofen (n = 43), and celecoxib (n = 24).

Table 3. Gastroduodenal injury after 13 weeks: number of patients (%); analyzed using modified safety popula-
tion.

Lumiracoxib Lumiracoxib Ibuprofen Celecoxib
200 mg qd, 400 mg qd, 800 mg tid, 200 mg qd,

n = 257 n = 253 n = 248 n = 253

> 10 gastroduodenal erosions 3 (1.2)** 4 (1.6)* 15 (6.0) 6 (2.4)*
No visible injury of gastric musosa 186 (72.4)*** 194 (76.7)*** 137 (55.2) 191 (75.5)***
No visible injury of duodenal musosa 215 (83.7)* 221 (87.4)*** 184 (74.2) 222 (87.7)***

* p < 0.05 versus ibuprofen. ** p < 0.01 versus ibuprofen. *** p < 0.001 versus ibuprofen.

Table 4. Adverse events (AE): number of patients (%).

Lumiracoxib Lumiracoxib Ibuprofen Celecoxib
200 mg qd, 400 mg qd, 800 mg tid, 200 mg qd,

Adverse Events n = 264 n = 260 n = 260 n = 258

Total no. with AE 196 (74.2) 187 (71.9) 202 (77.7) 183 (70.9)
Primary organ/system affected

Gastrointestinal 133 (50.4) 124 (47.7) 144 (55.4) 120 (46.5)
Infections and infestations 79 (29.9) 78 (30.0) 75 (28.8) 58 (22.5)
Musculoskeletal, connective 16 (6.1) 19 (7.3) 14 (5.4) 27 (10.5)
tissue, bone
Nervous system 41 (15.5) 48 (18.5) 50 (19.2) 44 (17.1)

AE reported in ≥ 5% of patients
Upper abdominal pain 44 (16.7) 60 (23.1) 75 (28.8) 41 (15.9)
Dyspepsia 74 (28.0) 69 (26.5) 69 (26.5) 63 (24.4)
Nausea 13 (4.9) 9 (3.5) 14 (5.4) 12 (4.7)
Influenza 16 (6.1) 21 (8.1) 18 (6.9) 8 (3.1)
Nasopharyngitis 34 (12.9) 24 (9.2) 25 (9.6) 19 (7.4)
Headache 34 (12.9) 39 (15.0) 39 (15.0) 31 (12.0)

AE considered possibly related to study drug
Total 121 (45.8) 113 (43.5) 140 (53.8) 111 (43.0)

Discontinuations related to AE
Total 20 (7.6) 14 (5.4) 35 (13.5) 16 (16.2)
GI disorders 13 (4.9) 12 (4.5) 28 (10.8) 10 (3.9)
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greater in the ibuprofen group than in the lumiracoxib 400
mg qd group (89.1% vs 83.0%; p = 0.05). There was no
significant difference in the proportion of patients using
antacid rescue medication in the lumiracoxib 200 mg qd
(84.7%), the celecoxib (84.6%), and the ibuprofen groups.
The mean number of tablets taken per day ranged from 1.2
to 1.4 across all treatment groups.

Efficacy. Although this study was not specifically designed
to measure efficacy, mean change from baseline in pain and
global disease activity were analyzed. There were no clin-
ical or statistically significant differences between treat-
ments in terms of the proportion of patients experiencing an
improvement in overall joint pain intensity or global disease
activity (patient’s or physician’s assessment; Figure 3).

DISCUSSION
Our large, multicenter, 13-week study aimed to determine if
the incidence of endoscopically detected gastroduodenal
ulcers was lower in patients with OA treated with lumira-
coxib, compared with those treated with ibuprofen, using
celecoxib as an active control treatment. The results show
that, at the therapeutic dosages of 200 mg qd and 400 mg qd,
the novel COX-2 selective inhibitor lumiracoxib is associ-
ated with significantly less gastric damage and fewer adverse
events and consequently fewer discontinuations than the
standard nonselective NSAID ibuprofen (800 mg tid).

A recent metaanalysis of drug usage in OA15 showed that
ibuprofen, one of the most widely prescribed standard
NSAID globally, was associated with a lower overall risk of
adverse events and risk from complicated upper GI events
than a wide variety of other NSAID. It is a common first-
line therapy for OA and has been used as the comparator in

recent trials assessing the safety and tolerability of COX-2
selective inhibitors4,6. Ibuprofen was thus considered an
appropriate comparator in this trial.

In this study, we found the cumulative frequency of
gastroduodenal ulcers ≥ 3 mm in diameter to be signifi-
cantly lower after treatment with lumiracoxib 200 mg qd
and lumiracoxib 400 mg qd compared with ibuprofen 800
mg tid (Figure 2). A 5 mm ulcer diameter is frequently
assessed in NSAID ulcer trials to exclude erosions, and is
considered an acceptable standard for assessing the risk of
developing increasingly serious lesions16. In our study, the
secondary analysis of gastroduodenal ulcers ≥ 5 mm in
diameter showed that both doses of lumiracoxib were asso-
ciated with a significantly lower cumulative incidence of
gastroduodenal ulcers ≥ 5 mm than ibuprofen. These find-
ings, together with the fact that significantly fewer patients
in the ibuprofen group had normal gastric or duodenal
mucosa compared with either lumiracoxib group, not only
illustrates the superior tolerability profile of lumiracoxib
over ibuprofen but suggests there is no dose-related effect of
lumiracoxib on the gastroduodenal mucosa.

Further support is provided by the observation that more
patients in the ibuprofen group experienced adverse events
considered possibly related to the study drug than in any
other treatment group. Moreover, the proportion of patients
treated with ibuprofen who discontinued because of GI
adverse events was more than double that in either of the
lumiracoxib or celecoxib groups. This suggests that GI
events account for the majority of drug-related discontinua-
tions with ibuprofen, a finding consistent with other
comparative studies of COX-2 selective inhibitors and stan-
dard NSAID17–19.
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Figure 3. Percentage of patients with improvements in joint pain intensity and disease activity
(global assessment by patients and physicians).
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In summary, lumiracoxib at therapeutic doses is associ-
ated with a gastroduodenal safety and tolerability profile
that is markedly superior to ibuprofen and similar to cele-
coxib. This profile shows lumiracoxib to be a well-tolerated
alternative to standard NSAID.
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