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these were aged over 60 years and two men
were younger. Three women and three men
died of circulatory failure at the intensive
care ward. Two of the women were uncon-
scious on admission, and three men died
postoperatively. Of those one was aged 33
and the other 38 years, and they died of
pancreatic abscess and haemorrhage respec-
tively. The third man died of circulatory
failure 20 days after recovering from his
pancreatitis.
The mortality in this series was high in

the first five years, but no patient died dur-
ing 1969-70, probably owing to the fact that
peritoneal dialysis was started earlier and
the patients were not so ill on admission.
During 1971 and 1972 we have so far treated
15 cases of acute haemorrhagic pancreatitis,
of whom three have died. Since this regime
was introduced there have been some cases
of pancreatic cyst formation which have re-
quired surgical interference. A remarkable
improvement in the conditions of the
patients has always occurred and the pain
has usually disappeared or decreased shortly
after the start of the dialysis.
The mode of action of peritoneal dialysis

in acute pancreatitis is not quite clear. Sev-
eral factors are probably involved-a removal
of oedema and pancreatic exudate with toxic
substances; correction of electrolytes and
blood gases; relieving the load on the kidneys
by removing toxic substances from the blood;
and supply of calories by absorption of
glucose from the dialysing fluid.-I am, etc.
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Foreign Exchange Visits
SIR,-While it is common for medical
specialties to have travelling clubs we believe
that visits to other countries under the
auspices of postgraduate medical education
centres are something new, and readers may
be interested to know of two successful ex-
change visits we have carried out.

In 1969 we asked the Danish Medical
Association whether doctors fromn a town or
towns similar in population to ours would
be interested in visiting us for four or five
days. As a result a group of 26 doctors and
their wives came from Esbjerg and Slagelse.
These two Danish towns have neither
medical schools nor universities but have
well developed medical services. Each Danish
couple stayed with an English family
matched so far as possible for age, interest,
or specialty.
The programme consisted of lectures on

various subjects, an explanation of the evolu-
tion and functioning of the National Health
Service, discussions on current world prob-
lems such as abortion and population control,
on the development of coronary and inten-
sive care units. There was, of course, an
energetic social programme.

In 1970 we were invited to Denmark. So
successful was this that this year we invited
doctors from Holland, and 21 Dutch doctors

with their wives came from Hengelo and
stayed five days. Once again this was highly
successful.
We are left with the impression that these

visits are not only extremely pleasurable but
promote international goodwill and under-
standing. Our visitors were impressed with
the development of postgraduate medical
education in Britain. For our part our overall
impression is that our outlook on medical
care is very similar to that of the Danes and
the Dutch. If other area clinical tutors are
thinking of doing something on these lines
we will be happy to give further information
on how we managed these exchange visits.
-We are, etc.,
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Respiratory Distress Syndrome
SiR,-Your leading article on the respiratory
distress syndrome (7 October, p. 2) raises
interesting possibilities. The close correla-
tion of the results of prenatal examination of
amniotic fluid with the probability of de-
velop ng respiratory distress syndromel-3
would suggest that its onset in an infant
should not come as a surprise to the medical
attendants. Though it may often be possible
to postpone the timing of elective interrup-
tion of pregnancy there will still be cases
where the child is delivered before term,
and even in infants of 35 weeks gestation
or more the mortality from respiratory
distress syndrome is 10%.4
Though surfactant deficiency is an im-

portant factor in the cause of respiratory
distress syndrome5 there is confusion about
the reasons for the deficiency. As you point
out, immaturity is one factor but failure of
synthesis is unlikely to be the only cause,
since most infants who subsequently die of
respiratory distress syndrome are in good
condition at birth45 and infants who die of
respiratory distress syndrome associated with
maternal diabetes have no gross surfactant
deficiency at the time of death.7 Since de-
ficiency of surfactant is also a feature of
oxygen toxicity, and since the lung pathology
of oxygen toxicity and respiratory distress
syndrome are similar,6 it has been suggested8 9
that the development of respiratory distress
syndrome is due to a pathological response
to the oxygen in the normal atmosphere.

This problem could be approached from
two routes-either by altering the inspired
gases or by supporting the mechanisms
which protect the lungs against the effects of
oxygen. It has been shown that in established
respiratory distress syndrome by applying
continuous positive pressure to the airway
the oxygen tension in the inspired gases
can be reduced towards normal while main-
taining the arterial oxygen level.10 If this
method was applied early it might allow the
oxygen tension in the inspired gases to be
reduced below the concentration in the
atmosphere. Recent work9 on the role of the
second gas effect on the onset of pulmnonary
oxygen toxicity found that helium, the
lightest gas, accentuated the oxygen toxicity
while the heaviest gas, sulphur hexafluoride,
showed the greatest amelioration. This work
suggests an alternative possibility of modify-
ing or preventing the disease by varying the
non-oxygen component to a composition less
likely to damage the abnormal lungs.

In exposure to hyperbaric oxygen
ascorbic acid has a protective action against
the toxic pulmonary effects of oxygen,." and
indeed the ascorbic acid appears to be
mobilized to the lungs and destroyed by
oxygen.12 Pentobarbital and other anaesthetic
agents have a protective effect against lung
lesions which develop in association with
seizures induced by hyperbaric oxygen.'3
Sympatholytic agents also have a protective
action against pulmonary lesions, but in con-
trast to the anaesthetic agents they have no
effect on the seizures.13 Since these agents
protect a lung with normal protective mech-
anisms against the effects of a grossly raised
inspi.red oxygen tension they may be applic-
able to the lung predisposed to the onset of
the respiratory distress syndrome because of
immature antioxidant mechanisms.-I am,
etc.,
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Duodenogastric Reflux and Pyloric Surgery

SIR,-Much discussion goes on about
whether pyloric reflux or gastric retention
causes benign lesser curve gastric ulcer. I
was interested to read that Dr. C. D. T.
MacLean (14 October, p. 113) found pyloric
reflux in 40% of patients with a normal
barium meal but a hip-her incidence in those
with gastric ulcer. Du Plessis,l who sup-
ported the reflux hypothesis, concluded that
gastric resection must be done for gastric
ulcer. So also did Mr. W. M. Capper (per-
sonal communication).
Those who believe that gastric ulceration

is caused by retention secondary to duodenal
ulceration or pyloric channel disease are led
immediately to vazotomy-and indeed to
highly selective vagotomy without drainage-
for all benign gastric ulcers. I have treated
150 patients with benign lesser curve gastric
ulcer by vaeotomy since 1962. In 31 of these
hiehly selective vaeotomv without drainage
has been used. Our results are the same as
those of Johnston and his colleagues2 in
Leeds. The oneration seems to be as curative
for gastric ulcer as it is for duodenal.
Many of the lesser curve gastric ulcer

specimens in the patholoey museums in
London show obvious evidence of pyloric
channel disease. The imDortant work of
Liebermann-Meffert and Afleower3 in Basle
confirms this association. They describe all
the known patholorical features of pyloric
channel disease in their specimens. No doubt
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