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revalence of 80-90 % in the
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The majority of PUD patients are
H. pylori infected
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NSAID & Risk of Ulcer

Drug Relative Risk
Ibuprofen 2.0
Diclofenac 4.2
Naproxen 9.1
Indomethacin I1.3
Piroxicam 13.7
High Ketoprofen 23.7
Azapropazone 31.5
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igastric pain (the most common symptom)

ay be absent or less characteristic in one-third
of patients especially in elderly patients on NSAIDs
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Diagnosis of PUD depends mainly on endoscopic and

radiographic confirmation
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1. C13 or C14 Urea Breath Test

The best test for the detection

of an active infection
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'Diagnosis of H. pylori

Invasive (endoscopy)

Rapid urease test
endoscopic diagnostic test of

Sastric biopsy specimens are placed in the rapid
rease test kit. If H pylori are present, bacterial
irease converts urea to ammonia, which changes
»H and produces a COL  change
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sts for Helicobacter pylori

~ Sensitivity Specificity Usefulness

Y%
Endoscopy with | Diagnostic strategy of choice
biopsy in children with persistent or
‘ severe upper abdominal
symptoms

100 Sensitivity reduced by PPIs,
antibiotics, &
bismuth-containing

compounds

93 to 97 > 95 Sensitivity reduced by PPIs,
antibiotics,
bismuth-containing
compounds, & active bleeding

Culture 70 to 80 100 Technically demanding
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PUD on Endoscopy

Perforated GU Duodenal stricture
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s for H. pylori eradication






