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Letters to the Editor

Long-term improvement in left ventricular ejection
fraction during continuous PGE,-therapy in a
patient with congestive cardiomyopathy

Sir,
Prostaglandin E1 (PGEI), a vasodilator and an inhibitor
of platelet aggregation has been demonstrated to improve
left ventricular ejection fraction (LVEF) experimentally.'
Haemodynamic2 and more recent radio-isotopic3 work
has shown that in responsive patients PGE1 increases
LVEF by about 40%. We have now assessed the long-
term effect of PGE1 in an initially responsive patient.
A 43 year old male patient with a 17-month history of

congestive cardiomyopathy exhibited a LVEF of 16%
measured by radionuclide ventriculography (RNV). Using
the same technique, the response to 10, 20, 40, 60 and
100 ng PGE1 administered intravenously was examined.
From the results a dose of 20ng/kg/min was chosen for
long-term treatment. PGE1 (kindly provided by Sanol-
Schwarz GmbH, Monheim, FRG) was administered using
a portable pump (Pharmacia, Boston, Ma, USA) with a
constant infusion rate of 2 ml/h. The reservoir was
exchanged three times a week. Clinical assessment, radio-
nuclide ventriculography and platelet function testing were
performed monthly for 3 months after starting treatment.

Intravenous PGE1 induced a significant and clinically
relevant increase in LVEF (Table I) which was a maximal
at PGE1 20ng/kg/min. The improvement in LVEF per-.
sisted throughout the entire 3 month follow-up (Table II).
No tachyphylaxis either in terms of the platelet or the
haemodynamic effects was evident.
The findings obtained in this patient indicate that PGE,

can induce a clinically important increase in LVEF. This
effect may be mediated by afterload reduction, increase in
myocardial contractility, and probably other unknown
mechanisms. It may have therapeutic applications
improving quality of life and in extending the time

Table I Effect of different doses of PGE1 on cardio-
vascular variables

PGEI dose in nglkglminBaseline 1 n
10 20 40 60 100

Blood pressure
(mmHg) 120/80 120/75 120/70 120/75 115/75 120/75
Heart rate
(beats/min) 78 81 80 83 80 84
LVEF (%) 16.3 22.4 29.1 28.5 30.3 29.9

Correspondence: J. O'Grady, May & Baker
Pharmaceuticals, Rainham Road South, Dagenham, Essex
RN1O 7XS, UK.

Table II Effect of PGE1 (20 ng/kg/min) administered for
3 months on cardiovascular variables

Baseline After start of PGE,
1 month 2 months 3 months

Blood pressure
(mmHg) 120/75 130/80 125/75 125/75

Heart rate
(beats/min) 84 88 80 83

LVEF (%)
16.3 31.6 28.2 30.4

available for cardiac transplantation in patients with very
severe congestive cardiomyopathy. Continuous adminis-
tration of PGE1 by means of a portable pump or, for the
future, the application of a stable orally active analogue
may represent a promising new approach.
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Plasma urea, an unreliable indicator of renal function
in hepatic failure

Sir,
Renal impairment is a common accompaniment of severe
liver disease. The clinico-pathological nature of this is
complex and often multifactorial. In addition to the
syndrome of hepatic nephropathy, factors such as infec-
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tion, toxins, fluid and electrolyte depletion, drug toxicity
and immune complexes may play a role. '2
The initial diagnosis of renal impairment relies on the

history, observation of urine output, and plasma bio-
chemistry. Hospitals vary in the range of biochemical tests
offered. We present the following cases seen over a 4-
month period, to illustrate some of the problems en-
countered in diagnosing renal impairment in acute, or
acute-on-chronic hepatic failure.
A 33 year old man was transferred to St. James's

University Hospital with paracetamol-induced acute liver
failure. Investigations prior to transfer revealed markedly
deranged liver function tests, normal plasma sodium and
potassium levels and a mildly elevated plasma urea at
8.3mmol/l (normal range 2.2-7.7). Plasma creatinine was
not measured.
On transfer, he was jaundiced and encephalopathic.

Investigations confirmed a mildly raised plasma urea at
12.3mmol, but with a grossly raised plasma creatinine at
620pmol/l (normal range 45-120). The patient was anuric,
and required haemofiltration and haemodialysis.
A 60 year old woman with primary biliary cirrhosis of 5

years' duration was admitted with increasing ascites and
oedema. Serial investigations demonstrated increasing
plasma creatinine (223 pmol/l) without any substantial rise
in plasma urea (11.5mmol/l). With treatment of infected
ascites her biochemical abnormalities resolved.
A 35 year old woman was admitted following a

paracetamol overdose. On admission she had no jaundice
or encephalopathy, but was noted to be oliguric. Initial
investigations demonstrated a normal urea of 5.2mmol/l
with an elevated creatinine of 353 pmol/l. Over the
following 24 hours she became encephalopathic and
despite full supportive therapy died.
A 29 year old woman was transferred with fulminant

hepatic failure secondary to halothane anaesthesia.
Investigations prior to transfer revealed a normal plasma
urea concentration. A plasma creatinine was not available.
Following transfer she was unconscious with a plasma
urea of 10.8mmol/l, a plasma creatinine of 496Mmol/l and
grossly abnormal liver function tests.
The early identification of renal impairment in patients

with severe liver disease is clearly important. Impairment
of hepatocyte function leads to a decreased rate of urea
synthesis, and with renal impairment, the rise in plasma
urea will be reduced. In contrast, plasma creatinine is
largely independent of liver function, and is therefore a
better marker for renal impairment in patients with liver
disease.3
The above cases, seen over a short period, involved

patients with acute, or acute-on-chronic, liver failure. One
of the above cases was transferred from a hospital where
estimations of plasma creatinine were not carried out
acutely, and hence it was not realized that the patient
was in established renal failure. In another case the
discrepancy between the plasma urea and creatinine, and
its implication, was not noted until transfer.

In patients with hepatic failure, an accurate assessment
of fluid balance is mandatory, but is often neglected, or
carried out inaccurately. The use of plasma urea as a
marker of renal function is unreliable in patients with
liver failure, and may lead to delay or failure to diagnose
clinically important renal failure. Estimations of plasma

creatinine should always be carried out in addition to urea
and electrolytes.

S.S. Somers
B.J. Rathbone

Professor M.S. Losowsky
Department of Medicine,

St James's University Hospital,
Leeds LS9 7TF, UK
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Dermatitis artefacta complicated by a cerebral
abscess

Sir,
Dermatitis artefacta is characterized by a variety of
cutaneous lesions. Here we describe a case complicated by
a cerebral abscess.
A 46 year old educationally subnormal woman was

admitted with a 9-day history of dysphasia following a
grand mal fit. On examination she was febrile and dis-
oriented. A large ulcerating scalp lesion was present over
the left parietal area. Indeed this lesion had been present
for 20 years and previously diagnosed as dermatitis
artefacta. A biopsy of the ulcer the previous year had
shown no evidence of infection or malignant disease.
A skull radiograph showed a 4cm, well defined lytic

area in the left parietal bone. Computed tomography of
the head demonstrated a low attenuation mass lesion in
the left parietal cortex with a smooth enhancing rim. The
appearances were consistent with a cerebral abscess and
this was confirmed at craniotomy. Culture of the abscess
grew Staphylococcus aureus. Of interest was the identifi-
cation, on microscopy, of dicotyledenous vegetable matter
in the centre of the abscess (Figure 1). Biopsy of the
adjacent bone and skin revealed no evidence of
malignancy.
We believe that over a 20 year period continuous self-

mutilation, perhaps with superadded infection, led to the
destructive lesion of the skull vault. At some stage the
vegetable matter was implanted, presumably during an
episode of self injury. The foreign matter later served as
the nidus of infection.

In dermatitis artefacta a variety of cutaneous lesions
occur. Lacerations, ulcers, blisters or burns are often
present. The diagnosis is often suggested by the bizarre
appearance and distribution of the lesions.' It is usually a
disease of women2 and is vehemently denied, as in our
patient.

This case serves to illustrate two main points. First, the
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