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DESCRIPTION
Peptic ulcer disease remains a significant gastrointestinal 
disorder characterized by mucosal erosion or ulceration within 
the stomach or proximal duodenum. Despite advances in 
medical therapy and endoscopic interventions, continues to 
pose clinical challenges due to its diverse etiology, variable 
presentation, and potential for complications. This theory 
aims to provide a comprehensive overview of encompassing 
its pathophysiology, diagnostic approaches, and therapeutic 
interventions to optimize patient care and outcomes. The 
pathogenesis of involves a complex interplay of genetic 
predisposition, environmental factors, and mucosal injury. 
Historically, the prevailing theory implicated excessive gastric 
acid secretion and impaired mucosal defense mechanisms 
as central contributors to ulcer formation. However, 
current understanding recognizes the multifactorial nature 
of nonsteroidal anti-inflammatory drug use emerging as 
predominant etiological factors disrupts the gastric mucosal 
barrier and induces inflammatory responses, while inhibit 
cyclooxygenase enzymes, compromising prostaglandin 
synthesis and mucosal protection. Additional risk factors 
include smoking, alcohol consumption, psychological stress, 
and genetic polymorphisms predisposing to dysregulated 
inflammation and tissue repair processesbtypically presents 
with epigastric pain, often described as burning or gnawing 
in nature, that may be relieved by food or antacids and 
exacerbated by fasting or use. Other common symptoms include 
dyspepsia, bloating, belching, and nausea. Complications of, 
such as gastrointestinal bleeding, perforation, and gastric 
outlet obstruction, may manifest with hematemesis, melena, 
hematochezia, or signs of peritonitis. The clinical course of 
varies widely, with some patients experiencing intermittent 
symptoms or spontaneous remission, while others develop 
chronic, recurrent ulcers with increased risk of complications. 
Diagnosis of relies on a combination of clinical evaluation, 

endoscopic assessment, and ancillary tests. Upper endoscopy, 
or esophagogastroduodenoscopy serves as the gold standard 
for visualizing mucosal lesions, confirming the presence of 
ulcers, and obtaining biopsy specimens for histopathological 
evaluation. Endoscopic features suggestive of include 
cratered defects with heaped-up margins and surrounding 
erythema or edema. Ancillary tests, such as breath test, stool 
antigen test and serological assays aid in the identification 
of underlying etiological factors. Imaging studies, such as 
abdominal ultrasound or computed tomography may be 
indicated for assessing complications or alternative diagnoses 
in select cases. Management of encompasses a multifaceted 
approach targeting symptom relief, ulcer healing, eradication, 
and prevention of complications. Lifestyle modifications, 
including smoking cessation, alcohol moderation, and dietary 
modifications avoidance of spicy foods and form the cornerstone 
of therapy. Pharmacological interventions include acid-
suppressive agents proton pump inhibitors histamine receptor 
antagonists mucosal protectants and antibiotics clarithromycin, 
amoxicillin, metronidazole for H. pylori eradication. Endoscopic 
therapy, such as ulcer cauterization, injection sclerotherapy, or 
endoscopic mucosal resection, may be employed for refractory 
ulcers or to manage complications such as bleeding. Surgical 
intervention, including ulcer excision or vagotomy, is reserved 
for cases refractory to medical or endoscopic therapy or in the 
presence of complications requiring operative management. 
Peptic ulcer disease represents a prevalent gastrointestinal 
disorder with diverse etiology and clinical manifestations.
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