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INTRODUCTION 

Omeprazole is a substituted benzimidazole derivative 

that acts as a gastric proton pump inhibitor, regulating 

intragastric acidity independently of stimuli.
[1]

 It 

effectively inhibits both basal and stimulated gastric acid 

secretion, making it a potent antisecretory drug. This 

medication is highly effective in promoting the rapid 

healing of peptic ulcers and erosive esophagitis, as well 

as in reducing gastric acid hypersecretion in patients with 

Zollinger-Ellison syndrome.
[2,3,4]

 

 

Omeprazole is a type of proton pump inhibitor that 

works by reducing the secretion of gastric acid through 

inhibiting the H+/K+-ATPase in the gastric parietal cells. 

By inhibiting this enzyme, the medication prevents the 

formation of gastric acid.
[3,5,6]

 

 

The documented occurrence rate of adverse drug 

reactions linked to this medication among individuals 

residing in the Western world is around 1.1%.
[2]

 Limited 

information exists regarding the adverse effects of this 

medication on lipoprotein fractions; nevertheless, 

patients with heart disease who are concurrently taking 

these medications may benefit from this effect. 

 

This study was conducted to evaluate the effect of 

omeprazole on the lipoprotein fractions of patients with 

acid peptic disease. 

 

MATERIAL AND METHODS 

Eighty five patients suffering from acid peptic disease 

who treated with omeprazole were enrolled in this 

prospective study.  

 

The patients were diagnosed with the following 

conditions: duodenal ulcer (33.2%), gastritis (29.8%), 

oesophagitis (22.7%), duodenitis (8.1%) and gastric ulcer 

(6.2%).  

 

The diagnosis was established by obtaining a pertinent 

medical history, doing a comprehensive physical 

examination, and then confirming it with upper 

GI endoscopy. Alcohol use history was collected from all 
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Objective: To evaluate the effect of omeprazole on the lipoprotein fractions of patients with acid peptic disease.  

Patients and Methods: Eighty five patients suffering from acid peptic disease who treated with omeprazole were 

enrolled in this prospective study. Prior to enrollment, all patients had an investigation of lipoprotein fractions 

(serum cholesterol, triglycerides, HDL and LDL), and only those with normal results were included in the 

research. A fasting blood test was obtained from all patients to evaluate lipid profile at zero, four, eight, twelve 

and sixteen weeks following therapy. Results: The total number of patients included in this study was eighty five; 

only sixty patients came for regular follow and were tested for lipid profile. There were forty three males and 

seventeen females. Age of patients ranged between 19-46 years (mean 32.1 years). Regarding the body weight of 

patients, it was ranging between 50-93 kg (mean 57.2 kg). None of the included patients had history of alcohol 

consumption. There was no objective or subjective side effects among the patients. Serum cholesterol, 

Triglycerides, LDL and HDL were within normal range after four, eight, twelve and sixteen weeks after treatment. 

Conclusion: Omeprazole had no significant impact on lipid profile of individuals with acid peptic illness when 

administered for a duration of twelve weeks. However additional trials with big number of patients are required. 
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patients. Patients who first used alcohol were instructed 

to abstain from alcohol as part of the treatment. 

 

Prior to enrollment, all patients had an investigation of 

lipoprotein fractions (serum cholesterol, triglycerides, 

HDL and LDL), and only those with normal results were 

included in the research. 

 

Patients with any other coexisting condition or 

undergoing concurrent medication were not included in 

the research. 

 

A fasting blood test was obtained from all patients to 

evaluate lipid profile at zero, four, eight, twelve and 

sixteen weeks following therapy. 

 

RESULTS 

The total number of patients included in this study was 

eighty five; only sixty patients came for regular follow 

and were tested for lipid profile. There were forty three 

males and seventeen females. Age of patients ranged 

between 19-46 years (mean 32.1 years). 

 

Regarding the body weight of patients, it was ranging 

between 50-93 kg (mean 57.2 kg). 

 

None of the included patients had history of alcohol 

consumption. 

 

There was no objective or subjective side effects among 

the patients. 

  

Serum cholesterol, Triglycerides, LDL and HDL were 

within normal range after four, eight and twelve weeks 

after therapy. Table I 

 

 

 

Table I: Lipid Profile After Four, Eight, Twelve and Sixteen Weeks of Therapy. 

Lipid profile 0 week 4 week 8 week 12 week 16 week 

Cholesterol 

(Normal 150-250 mg%) 
210.1 ± 8.6 209.7 ± 8.88 211.3 ± 6.50 207.9 ± 5.4 215.2 ± 2.3 

Triglycerides 

(Normal 60-I 60 mg%) 
122.3 ± 12.8 121.1 ± 13.53 114.2 ± 8.92 118.3 ± 8.3 119.5 ± 9.4 

HDL 

(Normal 25-75 mg%) 
42.4 ± 0.3 42.4 ± 0.61 41.6 ± 0.64 42.1 ± 0.35 42.4 ± 0.2 

LDL 

(Normal <150 mg%) 
142.5 ± 6.5 142.3 ± 5.43 141.1 ± 5.56 144.5 ± 4.90 142.1 ± 5.2 

 

DISCUSSION 

Omeprazole decreases stomach acid output by a highly 

specific method of action. It generates specific dosage 

dependent suppression of the enzyme H+/K+-ATPase 

(the proton pump) at the secretory surface of the parietal 

cell. This action stops the last step of stomach acid 

production, and so suppresses both basal stimulated acid 

discharges regardless of the stimulus.
[3,5,6]

 

 

Omeprazole has a rapid onset of action and relieves 

symptoms quickly and profoundly within two days in 

most of patients. It has bactericidal effect on helicobacter 

pylori and it can suppress the bacterium; the organism is 

implicated in gastritis and classified as ulcerogenic. The 

eradication of H. pylori has been linked with a long-term 

resolution of the condition known as peptic ulcers in 

virtually all cases.
[7,8,9,10]

 

 

In the current study we did not detect any occurrence of 

subjective adverse medication reactions or any 

alterations in lipid profile with omeprazole. The overall 

incidence of adverse medication reactions owing to this 

medicine has been estimated in Western populations to 

be approximately 1.1%.
[2]

 

 

However; in order to determine this incidence more 

participants are necessary to be included in the research. 

 

Conversely no significant statistical variation was 

detected in the lipid profile with the usage of 

omeprazole. 

 

The findings demonstrate that ranitidine, omeprazole had 

no significant influence on lipid profile when 

administered for a duration of twelve weeks. This is in 

agreement with literature.
[2,9]

 

 

CONCLUSION 

Omeprazole had no significant impact on lipid profile of 

individuals with acid peptic illness when administered 

for a duration of twelve weeks. However additional trials 

with big number of patients are required. 
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