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Helicobacter pylori (HP) is unique for its ability to survive in the acidic milieu inside
the human stomach. The bacteria are found underneath the mucus layer covering the gastric
epithelium and do not directy invade the epithelial cells. Several diagnostic means exist to
identify HP, such as gram-staining, histologic staining of gastric mucosal biopsy, gastric biopsy
urease test, serology, bacteriological culture and breath tests. The vast majority of infected
persons are asymptomatic, although there is increased incidence of HP infection among
patients with non-ulcer dyspepsia, chronic gastritis and peptic ulcer especially duodenal ulcer.
The role of HP infection in gastric cancer is controversial. How the organism is spread in the
community remains unknown. Person-to-person spread undoubtedly exists. Thus far,
treatment aimed at eradicating HP infection is still at experimental stages, and neither the aims
of treatment nor the target populations likely to benefit from such treatment have been well-
defined. There is evidence that eradication of HP infection in subjects with DU might prolong
the ulcer remission period or even lead to permanent cure of the ulcer diathesis in some. Much
work remains to be done in this area and much more remains to be answered.
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Table 1. Sensitivity and specificity of diagnostic methods for Helicobacter pylori.
Method Sensitivitys (%) Specificity (%)
ELISA 80—-100 75—-100
Urease test 65—-95 65—-100
Breath test 90 - 100 95—-100
Culture 50-95 100
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Prevalence of Helicobacter pylori infection in NUD (non-ulcer dyspepsia).
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Table 3. Prevalence of Helicobacter pylori infection in chronic gastritis.
Active Gastritis Inactive Gastritis
Author HP Positive HP Positive

n % n %
Goodwin et al') 1986 51 92 23 35
Wyatt et al'? 1986 109 87 35 37
Anderson et al"® 1987 74 91 16 13
Fiocca et al'® 1987 239 89 124 73
Jiang et al"® 1987 49 90 72 50
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Table 5. Therapy of Helicobacter pylori infection.
Agents HP Eradication Comments
Bismuth subsalicylate 20% — not good
Other antibiotics — no good
Amoxycillin/Tinidazole 43% — acquired
resistance 25%
Bismuth/Nitromidazole 67% — not good
Bismuths/Amoxycillin — not good
Bismuth/Tinidazole/ Amoxycillin 80— 90% — very good
(Tetracycline)

Table 6. Duodenal Ulcer Healing and Relapse Rates in Relation to Helicobacter pylori Infection.®?

Ulcer healed at 8 wk Ulcer relapsed
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HP +ve
HP —ve
Triple therapy (n=24)
HP +ve
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