LETTERS

Misuse of ecstasy

EDITOR,—Ecstasy  (3,4-methylenedioxymethyl-
amphetamine, MDMA) has recently been as-
sociated with serious medical and psychiatric side
effects.! We report the development of recurrent
acute hepatitis associated with repeated use of
ecstasy.

A 27 year old housewife was first admitted to
hospital in August 1991 for investigation of her
second episode of jaundice. She had experienced
her first episode in January 1990. This had been
investigated and managed at home by her general
practitioner (SW). Non-A non-B viral hepatitis
had been diagnosed provisionally, and she had
recovered fully. She did not drink alcohol and
did not have a history of recent contact with a
jaundiced person or travel abroad. She had used
intravenous drugs in the past but not since 1987.

On examination she was unwell and deeply
jaundiced. Palmar erythema was present, but
there were no other signs of chronic liver disease.
The liver edge was palpable 3 cm below the
costal margin. The bilirubin concentration was
471 pmol/l (normal 3-17 umol/l), aspartate
aminotransferase 1717 IU/ (10-42 IU/1), alkaline

phosphatase 439 IU/1 (80-250 IU/1), and vy glutamyl.

transpeptidase 50 IU/1 (15-35 IU/l). Her serum
albumin concentration, white cell count, and
international normalised ratio were normal, and
serological tests for hepatitis A, B, and C virus,
Epstein-Barr virus, cytomegalovirus, Q fever,
psittacosis, mycoplasma, and HIV all gave negative
results. An autoantibody screen was negative, and
an ultrasound scan of the liver was normal.

Liver biopsy showed a florid acute hepatitis with
both portal and lobular components (figure). The
infiltrating cells were predominantly mononuclear,
but there were also appreciable numbers of
eosinophils and neutrophils, especially in the
portal tracts. The lobular inflammation was
associated with lobular disarray and centrilobular
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inflammatory cell infiltrate and
lobular disarray (arrow, also seen throughout field),
centrilobular drop out of hepatocytes (arrow head),
acidophilic cell formation (open arrow), and multinuclea-
tion of Kupffer cells (double arrow). (Haematoxylin and
eosin)

Florid hepatitis wi
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drop out of hepatocytes. Numerous acidophilic
cells were seen, and some Kupffer cells and
hepatocytes showed multinucleation. )
The patient’s condition resolved spontaneously,
but in December she suffered a further episode
of jaundice, which lasted for three weeks. The
clinical picture was as before. In February 1992,
prompted by a feature in the Sunday Times high-
lighting the physical dangers of misuse of ecstasy,’

- the patient presented to her general practitioner

and admitted to having used ecstasy before each
episode of jaundice. The interval between ingestion
of the drug and the initial symptoms (eight to
15 days), together with the histological findings,
suggested that she had had an idiosyncratic re-
sponse to either ecstasy or a contaminant of the
preparation.
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EDITOR,—John Henry draws attention to the
dangers of ecstasy (3,4-methylenedioxymeth-
amphetamine, - MDMA).! This increasingly
popular drug of misuse is reputedly safe, although
deaths have occurred after acute ingestion.?*
We report a case of jaundice associated with
recreational use of ecstasy.

A previously well 20 year old student presented
with a 10 day history of jaundice and a three week
history of nausea, anorexia, pale motions, and dark
urine. He was not taking any prescribed drugs but
had been taking one or two tablets of ecstasy at
weekend parties for three months. He had ingested
about 20 tablets over this period, the last tablet
four weeks before presentation. He did not have a
history of intravenous drug misuse or of use of any
other illicit drugs. Alcohol consumption was
moderate (four pints of beer a week), and he had
not ingested paracetamol or travelled abroad
recently.

On examination he was jaundiced but had a
normal temperature and was otherwise well.
Abdominal palpation showed no abnormality.
Serum bilirubin concentration was 131 pmol/l,
aspartate aminotransferase 2050 U/l, and alkaline
phosphatase 201 U/1. Screening for hepatitis A, B,
and C virus, cytomegalovirus, and Epstein-Barr
virus yielded negative results. Serum copper and
caeruloplasmin concentrations were normal,
and antinuclear and smooth muscle antibody
levels were negative. His blood count was normal

apart from a mild eosinophilia (8%). During
the next week the bilirubin concentration rose to
330 umol/l and the prothrombin time peaked at
21 s (international normalised ratio 1-5). Liver
biopsy showed features of severe, current acute
hepatitis with lobular disarray and areas of loss of
hepatocytes, particularly in periportal sites.
Inflammatory infiltrate consisted predominantly of
plasma cells, lymphocytes, and, to a lesser extent,
eosinophils. Over the next month the patient’s
jaundice resolved and serum liver biochemical
variables returned to normal. Six months after
his illness his serum liver biochemical variables
remained normal and he was negative for antibody
to hepatitis C virus.

Jaundice has not previously been reported as a
complication of long term use of ecstasy. One
woman who ingested a large dose of ecstasy,
which led to hyperthermia and hypotension
and necessitated cardiovascular and respiratory
support, also developed hyperbilirubinaemia and
raised aspartate aminotransferase during her acute
illness.* Our patient’s hepatic illness developed
many days after use of recreational doses of
ecstasy. Although we cannot exclude harmful
effects of possible contaminants in the “packaging”
of the drug, we believe that hepatitis should be
recognised as a complication of use of ecstasy.
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EbITOR,—Teenagers who take ecstasy and dance'
may present to hospital emergency departments
with acute severe chest pain.

Two normally fit male teenagers and one female
teenager presented to us between 3 am and 6 am
with severe central chest pain. They had all danced
for some hours and admitted having taken ecstasy
and alcohol. The pain was localised to the chest,
and there was no associated dyspnoea. Anxiety and
sweating were the only other prominent features.
Pulse rate and blood pressure were mildly raised.
Cardiorespiratory examination yielded otherwise
unremarkable findings. Apart from the heart rate,
their electrocardiograms were normal, as were
their chest radiographs and results of routine
blood tests. All three discharged themselves after
observation and after learning that their pain was
unlikely to be cardiac in origin: they did not want
their parents to find out that they had taken
ecstasy.

Though severe tachycardia and hypertension
may induce angina, we think that the most likely
cause of the pain in these cases was spasm of the
intercostal muscles. Ingestion of ecstasy should be
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considered in the differential diagnosis of acute
severe chest pain in young fit adults.
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EDITOR,— John A Henry’s editorial' and Ibrahim
H Fahal and colleagues’ drug point’ highlight
a growing medical problem arising from the
recreational misuse of ecstasy (3,4-methylenedi-
oxymethamphetamine or MDMA). For each
relatively rare and major complication of ecstasy,
however, we suspect that many lesser events will
go unrecorded. These will take their silent toll of
the people concerned and consume valuable
resources in medical institutions.

Two young men were brought to the accident
and emergency department at this hospital by
ambulance. The first was aged 18 and had suffered
afit after taking ecstasy. He admitted to having had
a fit one month earlier, also after misuse of ecstasy.
Examination showed a sinus tachycardia but no
other abnormality. He discharged himself from
casualty. The second patient collapsed after
complaining of a headache and was carried in on a
stretcher. We suspected that he had had a fit, but
no eye witnesses accompanied him. He was drowsy
but scored 15 on the Glasgow coma scale. He
had a tachycardia and both biochemical and
electrocardiographic evidence of hyperkalaemia.
He was given activated charcoal and admitted for
overnight observation. On discharge the next
morning he stated that his experience would not
stop him using ecstasy again.

We suspect that many acute hospitals throughout
the country could relate similar stories. Although
reports of chronic psychosis and acute rhabdo-
myolysis associated with misuse of ecstasy give
cause for concern, we believe that the main burden
for hospital and ambulance services will be the
more mundane and often unreported effects of
acute intoxication.
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EDITOR,—In his otherwise comprehensive
editorial on the medical complications of using
ecstasy, or 3,4-methylenedioxymethamphetamine
(MDMA), John A Henry omits cerebrovascular
disease.! Sympathomimetics are widely recognised
causes of both cerebral infarction and haemor-
rhage.? We have reported four cases of spon-
taneous intracerebral haemorrhage related to
ingestion of ecstasy or amphetamine.’ The patients
were aged 16-30, and two had consumed ecstasy
inadvertently in spiked drinks. Three patients
presented with hemiparesis and one in coma.
Cerebral angiography was performed in all four.
Three had normal intracranial vessels and made
good functional recoveries. The other, whose
computed tomogram showed a considerably larger
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haematoma, had an arteriovenous malformation
and died.

Drug misuse should be considered in young
patients presenting with stroke, and serum and
urine should be screened for ecstasy and ampheta-
mine if indicated. We agree wholeheartedly that
the popular belief that ecstasy is a safe recreational
drug is erroneous.
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Service increment for teaching
and research

EDITOR,— The editorial and two papers examining
the allocation of the service increment for teaching
and research were not sufficiently critical of
what was a pragmatic solution to an unrelated
problem. " The introduction of the Resource Allo-
cation Working Party formula in the mid-1970s,
which allocated on the basis of need rather than
historic costs, threatened the privileged position
of the teaching hospitals, which had previously
received 14% of revenue with only 6% of beds.*
Legitimised by some questionable statistical
work,’¢ the service increment for teaching helped
to paper over the fact that the large hospitals,
especially those based in London, were too expen-
sive by attributing much of their excess costs to
teaching.

The situation of the expensive teaching hospitals
was further exposed by the NHS reforms,
which link hospitals’ revenue much more closely
with services delivered and average prices. This
prompted the inclusion of a research component in
the service increment for teaching and a flurry of
work on ways to allocate it, sometimes resulting in
perverse incentives.

The King’s study, for example, weights the
number of student full time equivalents per
specialty by the costs of that specialty over and
above costs in non-teaching hospitals.’ This makes
the untenable assumption that all excess costs are
directly proportional to teaching. It is then tauto-
logical to show an association between excess
prices and the service increment for teaching offset
so calculated. More worrying is that the same
number of students will attract different amounts
of money depending on the excess costs of
the specialty. This underwrites inefficiency and,
because it ignores the actual teaching input, creates
no incentive to teach the students allocated, let
alone teach them well.

The Leicester study, which used students’
diaries, found considerable variation in teaching
input.”® It is being repeated with quality measures
added. Universities should take advantage of this
opportunity to exert more control over hospital
based teaching, ensuring the quality of the
teaching and learning environment rather than
spending time developing sophisticated tech-
niques for allocating a crudely calculated sum.

As health care in London is rationalised and
more students are taught in “non-teaching”
hospitals, where they can get a broader and more
humane experience, so the current arrangements
will come under greater critical scrutiny. A more
efficient approach is needed whereby students are
taught in the cheaper centres (while quality is
ensured) rather than money being allocated to the
more expensive ones.” Accredited hospitals and

health centres should be able to bid for the
opportunity to teach students as part of a clear
syllabus, with a realistically calculated service
increment for teaching as an explicit payment.

Surely the time has come to recognise that
the service increment for teaching was a
post hoc rationalisation for expensive service
delivery generally unrelated to teaching. Where
this expense is justified ways to fund it explicitly
should be sought; where it is not justified this
hidden subsidy should be replaced by improve-
ments in efficiency.
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-EpITOR,—C L Smith states that “sufficient detail

of the attributable costs [under the service incre-
ment for teaching and research] can be derived to
allow for accountability and justification of use.”
The figures given in the paper do not seem to
support this: Costs derived from the survey that
Smith quotes, and about which we are given
no details, account for only 35% of the service
increment for teaching and research allocated.
Virtually no evidence is offered in support of the
contention that costs related to infrastructure
account for 70% of the total allocation.

There is a basic difficulty in that we know what
the difference in cost between teaching and non-
teaching hospitals is but not what it should be.
Drawing conclusions about revenue costs from
differences in use of space is problematic: buildings
represent only a small proportion of the cost of
health services, and space is unlikely to be a good
indicator of the costs of activity. It may well be
true, as Smith argues, that the true costs are greater
than the funding, but on the evidence offered this
remains unproved.
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Coronary vasospasm and
sumatriptan

Epitor,—B H C Stricker presents data on 12
Dutch patients who experienced chest symptoms,
variously described as anginal pain, substernal
pressure and discomfort, heaviness, and tightness.'
It seems that electrocardiograms were obtained in
only three patients and were normal.

We do not believe that these cases can legiti-
mately be described as similar to the case reported
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