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Letters to the Editor

Control of warfarin therapy

Sir,
We believe that Dr Scott, in his recent leading article,
'Control of warfarin therapy (Postgrad Med J 1989, 65:
611-612), dismissed predictive schedules for warfarin
therapy rather lightly. Our own schedule for example is
widely used both in the UK and abroad'"2 and was the
subject of a recent encouraging validation study in
patients requiring anticoagulants, including the elderly,3
and is now printed on the reverse of the inpatient
anticoagulation treatment sheets in our own hospital.
Although it was less accurate in patients with serious and
fluctuating medical conditions, such as unstable cardiac
failure and acute alcoholism, the scheme still proved
useful.3 The suggested 'try it and see' scheme proposed by
Scott, of 9-10 mg of warfarin for 3 days results in over
30% of patients being overanticoagulated, some
dangerously so.4'5 This situation is avoided when the
prothrombin time (INR) is monitored and the warfarin
dose adjusted after each induction dose ofwarfarin. After
3 doses of warfarin, the patient may (if his condition
allows) be sent home on a predicted maintenance dose
which will be within 1 mg of the final maintenance dose,
in 75-80% of cases.3 Thus the patient can be spared
unnecessary time in hospital solely to monitor the INR
and this should bring savings to the health service.

A. Fennerty
P.A. Routledge

University of Wales College of Medicine,
Department of Pharmacology and Therapeutics,

Heath Park, Cardiff CF4 4XN, UK.
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Trichomoniasis and cystic fibrosis

Sir,
I would like to make a few points with regard to the paper
ofDr Gordon J. Canny.' He reports the liver abscesses of
the siblings with cystic fibrosis to be sterile, with
pseudonomas grown later from one with transcutaneous

drainage, I think there are two reasons why material from
liver abscess or from other organs should be examined for
Trichomonas species in patients with cystic fibrosis,
especially in sterile cases. The first is that trichomonads
have been grown on several occasions from liver abs-
cesses, the first being 6 decades ago.2 The second is the
reported close relation between human trichomonads and
cystic fibrosis.3

After long-standing comparative research of the
clinical phenomenology of human trichomoniasis and
cystic fibrosis, I became convinced of their intimate
relationship which is much more than occasional. Ac-
cording to my 'unorthodox' trichomonal conception of
the aetiology of cystic fibrosis, the hereditary factor is in
the sphere of genetic regulation of susceptibility to
trichomonads in conditions of familial trichomoniasis
and congenital infection of future cystic fibrosis patients.
That susceptibility is also inherited by a recessive model.4
I therefore believe that the liver abscesses ofboth Canny's
patients cannot be considered sterile without attempts to
exclude trichomonads.

There are difficulties in diagnosing trichomonads in
atypical sites because they are most frequently aflagellate
round pseudocystic forms. The cultures are uncertain
even in microscopically positive cases. Immunodiagnostic
methods can fail as well because ofantigenic variability of
these protozoa in subepithelial locations. All three species
ofhuman trichomonads are immunogenic5 and can cause
immunodepression. Therefore irrespective of the precise
relationship between trichomoniasis and cystic fibrosis,
there is a need to attempt detection and eradication of
these underrated protozoa in cystic fibrosis patients.
Careful trials of metronidazole are justified not only for
its effect on trichomonads and anaerobic bacteria but also
for its unexplained regenerating effect on the host
immune apparatus.6'7

S. Krvavac
Women's Health Institute,
University Medical Center,

Sarajevo,
Adr. 71000
Sarajevo,

Alajbegovica 1, Yugoslavia.
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Fasting hypoglycaemia due to insulinoma in preg-
nancy

Sir,
Insulinomas are rare and even more so in pregnancy. We
present one such case in an African woman.
A 30 year old school teacher presented with irrational

behaviour for 6 months and drowsiness and automatism
for 3 days. She had been on treatment for generalized
epilepsy for 6 months. She was normotensive with a
gravid uterus (16 weeks size) and only a trace of
albuminuria; the uterine findings were consistent with her
dates and confirmed by ultrasound. On admission, the
seizures persisted and appeared more frequent on fasting.
During an attack, a low blood glucose value (0.7 mmol/l)
was observed - a pattern repeated on subsequent
occasions with fasting and random values in the range
< 0.3-3.7 mmol/l, corresponding once with an elevated
fasting plasma insulin level of 26.5 mU/I (normal 5-15),
and usually responding to intravenous glucose. A diag-
nosis of insulinoma in pregnancy was therefore made.
Treatment consisted of continuous 5% and bolus 50%
glucose infusions and frequent meals (3-4 hourly).
Definitive surgery was not attempted because of the
patient's poor physical state. Six weeks into her admis-
sion, she spontaneously aborted a fresh stillbirth but died
2 weeks later. At autopsy, there was a grey-white nodule
(5 mm diameter) in the body of the pancreas consistent
with an insulinoma.

This presentation with a seizure disorder is usual in
insulinomas' and may result in a mistaken diagnosis of
epilepsy. The rapid downhill course in our patient was
probably related to the increased demands of pregnancy.
Hyperinsulinaemia despite hypoglycaemia and seizures
responding to glucose intake verified Whipple's triad and
an amended insulin/glucose ratio2 of >2000 tU/mg
confirmed insulinoma. We allowed pregnancy to advance
with specialist obstetric supervision and serial ultrasound
assessment of fetal growth since insulinoma should
normally not be an indication for induced abortion
especially as babies born to such mothers suffer no
deleterious effects as long as corrective partial pancreatec-
tomy is undertaken during the first trimester of preg-
nancy.3 The latter option was not available to us because
our patient was in a poor physical state and hence a poor
anaesthetic risk.

A.O. Akanji',
A.O. George2,
B.J. Olasode3,

B.O. Osotimehin'
Departments of 'Chemical Pathology,

2Medicine and 3Histopathology,
College of Medicine,

University College Hospital,
Ibadan, Nigeria.
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Intestinal ischaemia associated with phaeochromo-
cytoma

Sir,
We were interested to read the case report ofCarr et al.' of
intestinal ischaemia in phaeochromocytoma. We have
recently seen a patient with malignant phaeochromo-
cytoma who presented with dissecting aortic aneurysm
and a distended abdomen, with no bowel sounds and
absolute constipation. She was too ill to contemplate
surgery and was therefore managed with increased doses
of oral phenoxybenzamine and propanolol to control
blood pressure and pulse rate. She remained uncomfort-
able and distended for several days despite large doses of
oral sennosides, lactulose and enemas. Abdominal X-ray
showed massive large bowel distention with gas and
faecal loading in the right hemicolon. With passage of a
flatus tube and large doses of docusate sodium, lactulose
and sennosides the abdomen became less distended and
subsequently normal bowel action returned.

Pseudo-obstruction has been described in phaeochro-
mocytoma2'3 and intravenous phentolamine has been
found to be effective in reversing the alpha-mediated
impairment of acetylcholine release from nerve terminals
in the gut.4 Although small bowel ischaemia can occur in
phaeochromocytoma the possibility of pseudo-
obstruction needs to be considered before embarking on
surgery.

M.D. Oliver
G.W. Lipkin

A.M. Brownjohn
The General Infirmary at Leeds,

Great George Street, Leeds LSI 3EX, UK.
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