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effect on the symptomatic course of the disease. Histo-
logical changes in the tumour cells become recognizable within
a few days' of the start of treatment, and a considerable mass
of supporting evidence-both biochemical and radiological-
has now accumulated pointing to a real measure of control
over the activity of the malignant process. Nevertheless, it
has been disappointing that no instances of complete elimina-
tion of the disease have been recorded, and often after a pro-
longed period which the patient survives in comfort the
growth loses its sensitivity and a relapse occurs. Recent
experience in other fields has prompted inquiry into the
possible hazards of protracted hormonal therapy, such as
cardiovascular changes and thrombotic complications. It is
against this background that the conclusions reached in a
recent collective investigation4 undertaken by the Veterans
Administrative Co-operative Urological Research Group into
the survival and causes of death of patients with prostatic
cancer must be assessed.
The study, which started six years ago, relates to 2,052

patients observed at 14 hospitals in the U.S.A. All patients
were assessed according to the stage or extent of the disease
and were then randomly allotted to a prescribed system of
management. Main interest centres on those adjudged beyond
the scope of radical surgery-on account of either local exten-
sion of the primary tumour (stage III, 992 cases) or meta-
static spread (stage IV, 772 cases). In these groups four
methods of treatment were used: orchidectomy and oestro-
gens, orchidectomy and placebo, oestrogen alone, and placebo
alone. The results appear to show that in stage III cases
the percentage of five-year-survivals was actually slightly
reduced in the groups treated with hormones, while in stage
IV cases there was little significant distinction and certainly
no reversal of this trend. The inference drawn is that despite
the value of hormones in retarding the disease such treatment
may predispose to death from other causes. Further analysis
suggests that the higher mortality among the patients treated
with oestrogens appears to be caused mainly by cardiovascular
and cerebrovascular disease, though attacks of embolism
showed no significant rise.4 The report suggests that treat-
ment with hormones should be restricted to patients with
severe symptoms in the later stages of the illness and that it
should be used with particular caution in cases of incipient
cardiac or cerebrovascular disease.
On the evidence submitted, however, such conclusions can

be accepted only with considerable reserve. Though the trial
was carefully planned and conducted some questions are left
unanswered. The results indicate a fairly substantial saving
in deaths from cancer in the groups treated with oestrogen,
and no effect on other causes of death with the exception of
heart disease and cerebrovascular disease. The contrast
drawn by the authors is between patients in all stages of the
disease treated with oestrogen and all those not so treated.
Examination of the groups separately shows some odd con-
trasts. The excess deaths with oestrogen fall almost entirely
within five months of starting treatment in stages I and II
and in those patients in stage III treated with orchidectomy
and oestrogen or placebo. On the other hand, in those
patients in stage III treated with oestrogen alone or placebo
alone the effect was different: the excess deaths occurred

wholly after 12 months. There was no evidence at all in
stage IV of any excess deaths due to oestrogen. With this
distribution of deaths in time is it reasonable to implicate
oestrogen ?
To those who are old enough to remember the distressing

fate of many sufferers from prostatic cancer prior to the
introduction of hormone therapy the advice offered by the
American group can be construed only as a mild caution.
Individual clinical experience leaves no doubt as to sympto-
matic benefit conferred by treatment with oestrogens, and it
would be a pity indeed for such treatment to be unduly
restricted or discredited on the evidence presented.
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Psychotic Reactions During Travel
Psychiatric sequelae of travel have seldom been described,
though they probably occur more frequently than is generally
recognized. The sense of insecurity and unreality which
results from a rapid transition to strange climatic and cultural
conditions, especially where a language barrier increases the
sense of isolation, may result in increasing tension and
apprehension, at times amounting to panic and causing dis-
organization of behaviour. Operators of air lines and cruise
ships are adept at providing personal and general reassurance
in these circumstances-often with liberal doses of our oldest
tranquillizer. Despite this, however, delirium tremens or
alcoholic hallucinosis may occur in travellers whose journey
is the occasion for a rapid increase in consumption or sudden
withdrawal of alcohol. Similar disturbances may occur in
heavy barbiturate users whose drug dependence has not been
clearly recognized. Acute drug intoxications with L.S.D.,
amphetamines, or other drugs of abuse are now being increas-
ingly encountered in travellers, and they may present serious
problems in recognition and management.'

Transient psychotic reactions during travel have a sur-
prisingly uniform picture.2 3 There is often some
ambivalence regarding the journey, and the subject has
usually been travelling alone for several days on a bus, train,
or aeroplane. Frequently meals have been irregular, fluid
intake restricted, and sleep restless or disturbed ; sometimes
considerable alcohol intake before departure has also been a
factor. After two or three days of travel there is an explosive
development of psychosis, with hallucinations, delusions, and
ideas of reference. In most patients the psychosis occurs in
a setting of clear consciousness, but in some this may be
clouded, with confusion, tremor, and fever. On a regimen of
sedation, correction of fluid balance, adequate nutrition, and
small doses of phenothiazines most patients recover within
a week. With inept management, however, the disability
may be prolonged, and admission to hospital in a psychiatri-
cally unsophisticated region may be a major hazard.

In general, psychiatric contraindications to travel are few
and are usually self-evident. Even acutely disturbed patients
on appropriate medication and accompanied by someone
known to them can make long journeys provided these are
carefully planned. Chronic psychiatric illness or a prior
history of serious disorder is not in itself a contraindication
to travel. Some discretion must be exercised in advising a
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long journey as a means of achieving " complete rest," par-
ticularly when the diagnosis is uncertain or when the patient
has recently started on drug treatment. The acute stress of
the journey may cause a relapse, and occasionally acute
psychotic states may result from treatment with psychotropic
drugs.'
The risks of travel can be reduced by careful planning of

journeys, which takes account of time zone changes and
ensures adequate rest periods, preferably away from the seat
or compartment used during the trip. The intake of food
and fluid must be adequate, and that of alcohol or drugs
should be maintained at or near their usual levels. The
effects of isolation can be reduced by social contact with
travelling companions and by purposeful activity during the
journey. Prevention lies mainly in reducing the stresses of
the journey rather than in identifying individual vulner-
ability, but the motivation for the journey is important-few
of us will break down as we speed to our holiday island.

Vascular Aspects of Cholecystitis
The aetiology of cholecystitis is complex. While the
condition sometimes develops in a previously normal organ
is a result of bacterial infection, in the great majority of
cases it is superimposed on a gall bladder harbouring calculi.'
Experiments have shown that concentrated bile has a
destructive action on the gall bladder mucosa, especially if
the circulation is impaired,2 and it is probable that acute
cholecystitis usually starts as a chemical inflammation. In
one series bacterial cultures were found to be positive in only
35% of cases during the first 24 hours, but the incidence was
65-80% by the third day.3
The precipitating factor is often a stone impacted in the

cystic duct. As the mucous glands continue to secrete, the
gall bladder becomes distended, while the entrapped bile
damages the mucosa. The inflammatory oedema and the
general distension gravely impair the blood supply of the
wall, and, if the process continues, patchy infarction occurs,
especially of the fundus, where the blood supply is poorest.4
The tension on the devitalized wall leads to its rupture. It
has frequently been noted that in necrotizing (" gangrenous ")
cholecystitis the main histological features are vascular
obstruction and infarction.' 2 45 Inflammatory change
becomes marked only in the later stages, when bacterial infec-
tion is superadded.

While the importance of vascular damage in the patho-
genesis of acute cholecystitis is apparent, it is less certain
what effect it has in causing the condition. K. C. D. Gordon"
has studied the gross arterial architecture of the gall bladder
by injecting its arteries with an opaque solution, filling the
lumen of the organ with a translucent resin, and finally ren-

dering the wall transparent with a clearing agent. This
technique shows the arteries clearly against the translucent
gall bladder. Gordon has made comparative studies on many
animals, and has noted species differences in the vascular
arrangement. Gall bladder disease is rare in the lower
animals, yet the differences in vascular architecture between
some of these and man are insufficient to account for the high
incidence of disease in the human gall bladder.'
Gordon has extended this work by investigating the

vascular architecture of diseased human gall bladders.7 As
the technique does not allow later histological examination,
the diagnosis of chronic cholecystitis was made on macro-
scopic grounds. He found that in chronic cholecystitis the
vascular pattern was grossly distorted and that the vascularity
was patchy and greatly reduced. Even in apparently early
cases these changes were well marked. By contrast, mucocele
and cholelithiasis without cholecystitis were associated with
essentially normal vascular patterns.

That chronic cholecystitis is associated with vascular
occlusion is not surprising, since endarteritis obliterans is a
prominent feature of chronic inflammation. It is exceedingly
likely that these vascular changes predispose towards repeated
attacks of acute cholecystitis. The normal pattern in
mucocele and uncomplicated cholelithiasis shows that
mechanical obstruction of the cystic duct and the presence of
stones do not necessarily lead to vascular occlusion. More-
over, these conditions are not related to vascular abnor-
malities, though both predispose to cholecystitis. It is there-
fore doubtful whether vascular lesions have a significant role
in the aetiology of acute cholecystitis, though they are prob-
ably crucial in leading to recurrent attacks in a diseased
organ.
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Nurses' Pay
The general public looks kindly on nurses, and there is not
likely to be an outcry about the recent pay award by the Prices
and Incomes Board.' It gave roughly a 14% salary rise, 4%
backdated to October 1967 being payable immediately. This
is not the only result of the Board's investigations, for it has
coupled its findings with approval of the Salmon Committee's
suggestions on management-structure in nursing, with which
the Ministry of Health is only just beginning to experiment,
and recommended a change in the age of entry, which is the
province of the General Nursing Council.
The report is written with great clarity in basic English, and

begins with an excellent description of the constitution of the
nursing service. Chapter 4 describes the training of nurses,
and notices that at present there is no shortage of recruits.
But in anticipation that there may be a fall in the number
up to 1975 the Board proposes that the entry age should be
lowered to 17. The professional organizations have often
reviewed the entry age, and found reasons for not changing,
and since later the report notices that students are sometimes
left alone in a ward at night the suggestion is a controversial
one.
The Board was especially asked to consider the position of

tutors, since the number of registered tutors in post has not
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