
THE NATIONAL MEDICAL JOURNAL OF INDIA VOL. 9, No.5, 1996 205

of blindness to premature infants. The All India Institute of Medical Sciences in New
Delhi should be congratulated for having formed such a team.
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Prevention of Duodenal Ulcer Recurrence
The understanding of the pathophysiology of duodenal ulcer (DU) has changed from
no acid-no ulcer, through no mucosal damage-no ulcer, to no HeLicobacter pylori
(H. pylori)-no ulcer. Thus, the goal oftherapy has also changed, from temporary ulcer
healing with acid suppressants, to permanent cure with eradication of H. pylori. The
epidemiological features oi H. pylori in developed and developing countries are,
however, markedly different,' and hence different approaches are required for the
management of DU recurrences.

A DU is now easy to heal, with a choice of several effective and safe drugs [H2
receptor antagonists (H2RA), omeprazole, sucralfate and bismuth compounds]. The
main problem is the prevention of a high recurrence rate after healing (50% in
6 months and 80% in a year).' Recurrence is frequent in those who smoke, take non-
steroidal anti-inflammatory drugs (NSAlDs), have H. pylori infection, a positive
family history and a past history of ulcer complications.' Of major concern are the
silent or asymptomatic recurrences in 30% of the patients. who are likely to receive
NSAlDs and may present with life-threatening complications.'

Cessation of smoking and NSAID use
Over 80% of DU recurrences and perforations occur in smokers.' With placebo
therapy, the DU recurrence rate was 72% in smokers and 20% in non-smokers" or
those who stopped smoking. Hence, cessation of smoking markedly reduces DU
recurrence rates and provides other long term health benefits.

NSAIDs are responsible for DU recurrence and complications (haemorrhage and
perforation).' These should not be recommended to any patient with a past history of
DU-ifNSAlDs need to be administered, misoprostol (100 ug qid) should be given
and a prior endoscopy to exclude asymptomatic recurrence is mandatory.'

Physicians and surgeons need to emphasize the serious consequences of smoking
and the use of NSAIDs to patients with a history ofDU. Thereafter, three options are
available to prevent DU recurrence: (i) maintenance therapy with H2RA, (ii) H. pylori
eradication therapy, and (iii) surgical intervention.

Hp maintenance therapy
After 7 years of maintenance therapy with ranitidine, DU recurred in 50% of patients
within 6 months of stopping treatrnent.! In spite of H2RA maintenance therapy, DU
recurs in 20%-30% within a year." Maintenance therapy has problems of cost, non-
compliance, uncertain duration and long term safety. [The cost of parietal cell
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vagotomy (PCV) was higher than long term maintenance therapy in the USA but was
lower in Europe."]

H. pylori eradication therapy
The reported eradication rates vary from 56%-94%."·12 The factors which affect
H. pylori eradication are: (i) drug therapy and its duration, (ii) compliance, (iii) anti-
biotic resistance, and (iv) density of H. pylori in the gastric mucosa (38% and 88%
eradication with high and low H. pylori density on urea breath test respectively)."
Triple drug therapy fails to eradicate the organism in 20% of patients and is associated
with undesirable side-effects in 30%.14There is a need for a new combination of drugs
which are more effective, have less side-effects, are associated with better patient
compliance andare cheaper. Even after H. pylori eradication, increasing DU recurrence
rates of up to 21 % have been reported. IS

In developed countries, the reinfection rate in a control population is I% per year, I~
but its incidence in DU patients who have H. pylori in their dental plaques is not
known. Despite clearance from the gastric mucosa, this might be a permanent
reservoir of infection.'? Identical strains of H. pylori have been shown to exist in both
the stomach and dental plaques." After eradication from the gastric mucosa, H. pylori
reinfection has been reported in 20%-35% of patients in 12-18 months.":"

In developing countries, frequent re-exposures+" and high prevalence of H.
pylori in the dental plaques of the tested population" indicates that H. pylori
eradication from the gastric mucosa is unlikely to eliminate reinfection, as it does in
developed countries."

Surgical intervention
Over the last two decades, the advent of effective acid suppressants and cytoprotective
drugs for the treatment of uncomplicated DU has led to surgery being performed
infrequently. However, recent advances in endoscopic surgery" and the recurrence
rates observed even after decades of maintenance therapy may tilt the balance back
in favour of surgical intervention. A 20-year follow up of PCV and selective
vagotomy with antrectomy showed recurrence rates of only 17% and 2.1 % respect-
ively." However, antrectomy is associated with a low (1 %) but definite mortality.

The various endoscopic procedures which can be done are: truncal vagotomy (TV)
with or without pyloric balloon dilatation, posterior TV with either anterior lesser
curvature seromyotomy or anterior linear gastrectomy, and TV and antrectomy.
Endoscopic posterior TV and anterior linear gastrectomy has been reported in
82 patients in an average operating time of I hour with no mortality, a hospital stay
of 3 days, and a maximal acid output decrease of85%.29The recurrence rate needs to
be estimated after a longer follow up. Thus endoscopic surgery may provide a simple,
safe, rapid, efficient therapeutic alternative with a short hospital stay, good cosmetic
result, low recurrence rate and elimination of the need for long term drug therapy.

In developing countries, eradication of H. pylori from the gastric mucosa and
maintenance therapy for several decades with H2RA have not been attractive thera-
peutic options because of their high cost and the likelihood of non-compliance.
Hence, endoscopic surgery may soon become the procedure of choice for prevention
of DU recurrence, provided mortality and recurrence rates are low.
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