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Therapeutic Effect of Low-Dose Omeprazole vs. Standard-Dose Ranitidine
in Mild to Moderate Reflux Esophagitis

Jae Woo Kim, M.D., Hyun Soo Kim, M.D., Dong Ki Lee, M.D., Ki Tae Suk, M.D.,
Jung Min Kim, M.D., Soon Koo Baik, M.D., Sang Ok Kwon, M.D., and Mee Youn Cho, M.D.x

Departments of Internal Medicine and Pathology*, Yonsei University Wonju College of Medicine, Wonju, Korea

Background/Aims: Proton pump inhibitors (PPI) and H,-receptor antagonists (H,RA) are commonly prescribed for the

treatment of mild to moderate reflux esophagitis (MMRE). There remains great controversy in their usefulness as the first

choice and the appropriateness. We prospectively compared the efficacy and safety of the 8-week low-dose PPI vs.
standard-dose H,RA in MMRE. Methods: One hundred patients with MMRE were randomized to receive either low-dose of
omeprazole (L-OMP: 10 mg, g.d.) or standard-dose of ranitidine (S-H2RA: 150 mg, b.i.d.) for 8 weeks. The H. pylori status

using rapid urease test, histological examination and culture, reflux esophagitis (RE) grading, gastrointestinal symptoms using

4-point scale, adverse event and the standard laboratory examination were assessed at baseline and 8-week end point of

therapy. Results: Improvement rate of RE

[intention to treat (n=82)/per protocol (n=72)] were shown in 69.1%/63.9% for

L-OMP and 65.0%/63.9% for S-H2RA group (p=0.697, p=1.000). Complete healing rates of RE were 54.7%/50.0% for L-OMP
and 42.5%/41.7% for S-H2RA. No significant difference in healing rate, the rapidity of symptom resolution, adverse events,

and laboratory monitoring was found between the two groups. Conclusions: The low-dose omeprazole therapy produced similar

healing rates and safety in the treatment of MMRE. In addition, L-OMP is advantageous in its once-a-day dosing and might

be an alternative to S-H2RA, especially in

Korean patients with MMRE. (Korean J Gastroenterol 2004;43:153-159)
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Table 1. Baseline Demographic Characteristics of Patients
L-OMP S-H2RA I
-value
n=50 (%) n=50 (%) P
Mean age (years)* 53.5+10.6 51.6+14.4 0.440
Sex (M:F) 33 (66)/17 (34) 40 (80)/10 (20) 0.115
Endoscopic finding 0.840
LA class A 33 (66) 32 (64)
B 17 (34) 18 (36)
H. pylori infection 0.270
Positive 21 (42) 15 (31
Negative 29 (58) 33 (69)
Symptom scores
Heartburn 0.8+0.8 0.71+0.8 0.805
Acid regurgitation 0.6+0.8 0.6+0.7 0.792
Dysphagia 0.2+0.5 0.0*0.2 0.099
Epigastric pain 1.1£0.7 1.1£0.7 0.787
Vomiting 0.2+0.5 0.1£0.4 0.226

L-OMP, low-done of omeprazole; S-H2RA, standard dose of ranitidine.

*Mean =+ SD; Tt_test for both groups; p-value < 0.05.
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Table 2. Results of the Reflux Esophagitis Improvement

L-OMP S-H2RA p-value

Improvement rate of RE

ITT (n=82) 29/42 (69%) 27/40 (65%) 0.696

PP (n=72) 23/36 (64%) 23/36 (64%) 1.000
Complete healing rate of RE

ITT (n=82) 23/42 (55%) 1740 (43%) 0.618

PP (n=72) 18/36 (50%) 15/36 (42%) 0.719
Compliance 96.1+t74 97.7£5.6 0.250:
Disappearance of symptom resolution (days) 125, 30" 13 3, 25" 09777
Adverse events

Skin lesion 2/45 (4.4%) 0/43 (0.0%) 0.162°

Elevation of liver enzyme 2/45 (4.4%) 0/43 (0.0%) 0.162°

Dyspepsia 0/45 (0.0%) 1/43 (2.3%) 0.303°

Hypotension 1/45 2.2%) 0/43 (0.0%) 0.325"

Pneumonia 0/45 (0.0%) 1/43 (2.3%) 0.303°

L-OMP, low-done of omeprazole; S-H2RA, standard dose of ranitidine, PP, per protocol, ITT, intention-to-treat; RE, reflux

esophagitis.
xt-test for both group;

Kaplan-Meyer method; SFisher’s exact test for both groups.

T95% confidence interval; Tlog-rank test (survival analysis) for symptom resolution days using

Tabel 3. Treatment Effects on Symptom Scores between the Two Groups

L-OMP S-H2RA
Symptom scores p-value
Before After Before After
Acid regurgitation 0.71+0.9 0.1+0.3 0.6 0.7 0.0£0.2 0.501
Dysphagia 02105 0.1£0.2 0.1£0.2 0.0£0.0 0.088
Epigastric pain 1.1£0.8 02+04 1.1+0.7 0.310.6 0.594
L-OMP, low-done of omeprazole, S-H2RA, standard dose of ranitidine.
Table 4. Improvement Rate of Reflux Esophagitis according to H. pylori Status
L-OMP S-H2RA

H. pylori + H. pylori — p-value H. pylori + H. pylori — p-value
RE
Improvement 7 (53.9%) 15 (68.2%) 0.480 9 (75.0%) 11 (55.0%) 0.452
No improvement 6 (46.1%) 7 (31.8%) 3 (25.0%) 9 (45.0%)

L-OMP, low-done of omeprazole; S-H2RA, standard dose of ranitidine, RE, reflux esophagitis.
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