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Side effects of ecstasy

* hyperpyrexia
* rhabdomyolysis
* renal failure
* hyponatraemia
* convulsions
* death

fluids, mannitol, bicarbonate and low dose
dopamine. His CK peaked at 84800 IU/1
some 48 h after admission with an ALT of
239 IU/1. By that time, he had regained full
consciousness but remembered nothing of
the previous two days. His only complaint
was of aching arms and legs. His CK returned
to near normal levels (1444 IU/l) over the
next four days; his ALT peaked at 323 IU/l
five days after admission, by which time
myoglobinuria was no longer present.
Throughout the admission his serum potas-
sium, urea and creatinine did not rise above
normal levels.

Severe rhabdomyolysis and myoglobinuria
has mostly been reported as an early
phenomenon in patients admitted with
hyperpyrexia following 'ecstasy' ingestion. 2
Our patient's temperature did not rise until
nine hours after admission (and then perhaps
due to pneumonia) and remained elevated for
only 18 hours. His CK rose substantially 30 h
after admission, the minor rise on the first day
being ascribed initially to his three convul-
sions. It seems likely that this was a delayed
response to his pyrexia, although we are not
aware of any previous reports of such mas-
sively raised CK levels (84 800 IU/l) follow-
ing 'ecstasy' ingestion - despite higher
temperatures having been observed.3
The possibility of missing such delayed,

severe rhabdomyolysis in similar cases needs
to be borne in mind. As in our case, vigorous
treatment of rhabdomyolysis can prevent
renal damage.

In contrast to the cases reported by Max-
well and colleagues,5 hyponatraemia in our
patient was probably dilutional, arising from
the large quantity of water imbibed, rather
than due to the syndrome of inappropriate
antidiuretic hormone secretion; both plasma
and urine osmolalities were low. Large
volumes of water are commonly drunk with
'ecstasy' as prophylaxis against dehydration
and heat exhaustion during dancing.
The serum level of MDMA found in our

patient would generally be regarded as non-
toxic (toxicity>0.2 mg/l). Evidently, severe
consequences may occur in the setting of
prolonged physical activity even at MDMA
levels far below this. Our patient had taken
'ecstasy' once previously without ill effects,
but previous experience with the drug clearly
gives no guarantee of safety.

We thank our clinical colleagues for their help in the
management of this patient, and the Poisons Unit,
Guy's Hospital, London for measuring MDMA
levels.
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Pseudohyperkalaemia associated
with hereditary spherocytosis

Sir,
Alani et al reported a case of hereditary
spherocytosis complicated by thromboembo-
lism, with typical perfusion defects on lung
scanning.' In such a case, the differential
diagnosis would include alternative causes of
multiple perfusion defects, such as in situ
thrombosis in the pulmonary circulation.
The latter was the postulated cause of pul-
monary hypertension in the patient with
hereditary spherocytosis reported by Ver-
resen et al,2 who suggested that the patho-
genesis was sequestration of erythrocytes in
the pulmonary microcirculation, due to poor
deformability resulting from spectrin defici-
ency.3 This hypothesis owes its credibility to
the fact that poor deformability of erythro-
cytes has been validated as the underlying
mechanism in the pathogenesis ofpulmonary
hypertension complicating sickle cell
disease.'
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Intestinal cytomegalovirus
infection: a diagnostic problem
in an HIV-positive patient

Sir,
Unexplained abdominal pain may be a prob-
lem in patients with AIDS. We report a
30-year-old woman infected with human im-
munodeficiency virus (HIV) through sexual
contact about three years previously, who
presented with intermittent generalised
abdominal discomfort. Examination was
initially unremarkable and an abdominal
X-ray showed her to have severe faecal reten-
tion but treatment with laxatives failed to
relieve pain. Her CD4 lymphocyte count was
0.065 x 109/1 (range 0.5-1.5).
During the following three months a series

of investigations yielded normal results: these
included sigmoidoscopy, rectal biopsy, upper
abdominal and pelvic ultrasonography, MRI
abdominal scan and barium studies of the

Features ofCMV infection
ofthe gut in HIV patients

* bowel perforation
* necrotising enterocolitis
* appendicitis

small and large bowel. Stool microscopy and
culture failed to reveal relevant pathogens.
Cultures for cytomegalovirus (CMV) were
sterile in rectal biopsy, urine, throat swabs
and blood. She had IgG antibody to CMV
indicative of infection at some time but titres
were static and CMV IgM was not detected
by immunofluorescence or enzyme immuno-
assay. The pain responded to symptomatic
treatment but diffuse abdominal tenderness
persisted. She remained afebrile throughout.
Three months after presentation she unex-
pectedly collapsed and died. At post-mortem
there was peritonitis and patchy ileal
inflammation with a mid ileal perforation.
The colon appeared normal macroscopically
and histologically: examination of the
inflamed ileal tissue showed changes diagnos-
tic of CMV infection.
The investigation of abdominal pain in

patients with HIV infection is often
influenced by the site ofpain and the presence
or absence of diarrhoeal; a diagnosis can be
reached in most patients.
CMV infection ofthe gut is well recognised

in AIDS patients (box).24 In our patient
there was no pain localisation or other feature
to suggest CMV; indeed CMV seemed to
have been excluded. In patients in whom
intestinal CMV infection has caused perfora-
tion, the site is usually between the distal
ileum and splenic flexure5 and colonoscopy,
which was not performed in our patient,
would be preferable to sigmoidoscopy to
discover affected gut mucosa (colonoscopy
would have been normal in this patient).
This case highlights the fact that intestinal

CMV infection may be difficult, indeed
impossible, to diagnose without invasive
investigation such as laparoscopy or
laparotomy. Because ganciclovir may be
effective in CMV colitis6 and may benefit
patients with CMV ileitis, we conclude that a
diagnostic trial of anti-CMV treatment may
have a role to play in CMV antibody positive
AIDS patients with persisting abdominal
pain of uncertain cause despite appropriate
investigations.
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