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depressed patients (unpublished data). Patients with dysmorphophobia or dysmorphic
body disorder are often severely depressed and there is a distinct risk of suicide in this
group ofpatients,"
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Retinopathy of Prematurity
Retinopathy of prematurity (RoP) is a disease that affects the retinal blood vessels of
prematurely born infants, and can eventually lead to blindness or severe visual
impairment. RoP deserves special attention because, unlike many other diseases, it
illustrates that technological advances alone are no guarantee for satisfactory results.
A tragic outcome ofthe treatment of the premature infant is when after intensive (and
expensive) treatment, the child turns out to be blinded by RoP.

RoP was first described in 1941 by Terry! in the USA and named retrolental
fibroplasia, a disease of unknown origin. More than ten years later it became evident
that RoP resulted from treatment itself. It occurred mainly in developed countries,'
and was present in neonatal wards using advanced equipment.' The incidence ofRoP
in hospitals administering oxygen freely, surpassed the incidence in hospitals using
oxygen conservatively.'

After it was proven beyond all doubt in a national cooperative study in the USA
that a lavish administration of oxygen could be held responsible for the development
of RoP, the first epidemic in the USA came to an abrupt end. Until 1950, the epidemic
had blinded approximately to 000 children.'

The observations of Maheshwari et al. 6 in this issue of the Journal show that apart
from some minor differences, there is a remarkable similarity between their and
previous American and European studies. This has major implications. It illustrates
that RoP in India is not different from the Euro-American form, in spite of inevitable
enormous differences in the socio-economic circumstances and ethnic background.
It proves again how important the establishment of the International Classification of
Retinopathy of Prematurity (lCRoP) was, because it allows us to compare incidences
in different hospitals in different countries.

In the small, rich and well-organized country in which I live, RoP is still an
important problem, with an incidence which is rising." Excessive administration of
oxygen is no longer thought to be the main cause. Probably many unknown factors are
responsible for 'destabilization' of retinal vessel development in premature or
immature infants. RoP is responsible for approximately 10% of Holland's blind who
are between 0 and 18 years of age.

It is my conviction that the most important factor in preventing blindness due to RoP
is the presence of a team of caring doctors who are able to monitor the disease, who
are searching for new risk factors, and who keep others aware ofthe ever-present threat
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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 of therapy has also changed, from temporary ulcer
healing with acid suppressants, to permanent cure with eradication of H. pylori. The
epidemiological features oiH. pylori in developed and developing countries are,
however, markedly different, I 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 (NSAIDs), 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
NSAIDs 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-ifNSAIDs need to be administered, misoprostol (l00 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.

Hj?A maintenance therapy
After 7 years of maintenance therapy with ranitidine, DU recurred in 50% of patients
within 6 months of stopping treatment.' 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


