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SHORT REPORTS

Endoscopic Teflon injection for a
refluxing ureteric stump after
simple nephrectomy

Persistence of vesicoureteric reflux into adult life is unusual nowadays
given the aggressive investigation of childhood urinary tract in-
fections. We report a case in which a simple nephrectomy performed
for apparent end stage calculous disease of the kidney was complicated
by the discovery, postoperatively, that the renal abnormality was due
to unrecognised vesicoureteric reflux.

Case history

A 43 year old man underwent right simple nephrectomy for a chronically
infected non-functioning kidney containing a large staghorn calculus. At
operation the right ureter was found unexpectedly to be grossly dilated and
was ligated with catgut. As a result of limited surgical access in an obese
patient this ligature slipped off during application and the ureter could not
be retrieved for religation. In the immediate postoperative period large
quantities of urine drained from the tube drain placed in the loin wound.
Although drainage stopped temporarily with bladder catheterisation, it
recurred after removal of the catheter. A cystogram confirmed gross vesico-
ureteric reflux into a cavity in the loin (figure).
To avoid reoperation in an obese patient we elected to stop the reflux

by an endoscopic subureteric injection of Teflon (Polytef) paste. Ten days
after nephrectomy 4 ml Teflon paste was injected cystoscopically to occlude
the refluxing ureteric orifice and a subsequent cystogram confirmed complete
cessation of reflux. Drainage from the loin stopped immediately and the
patient made an uneventful recovery. He remained well at clinical follow up.

Comment

While it is normal surgical practice to ligate the ureteric stump
after simple nephrectomy, an unligated stump will usually fibrose
rapidly and will not reflux. In our patient, however, the ureter had
probably been grossly dilated and refluxing for years. Failure to
ligate the ureter resulted in reflux into the nephrectomy cavity which
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Postoperative cystogram showing free vesicoureteric reflux into nephrectomy
cavity.

did not stop spontaneously as a result of ureteric fibrosis, even when
the bladder was emptied by a period of catheterisation. This unusual
problem could have been rectified by reoperation and excision of the
lower ureter with ligation close to the bladder. The short stature and
obesity of the patient, however, would have made this a difficult
procedure with considerable morbidity.

Subureteric injection of Teflon paste has been described for
vesicoureteric reflux in children.1 Nevertheless, though Teflon has
been used to produce partial occlusion of the urethra in cases of
stress incontinence,2 it has not to our knowledge been used to
produce deliberate total occlusion of a ureter.
We believe that by using this technique the patient was spared

further major surgery. This simple technique can be recommended
for unusual cases of ureteric reflux, both in children and in adults,
especially when the reflux occurs after simple nephrectomy or partial
nephroureterectomy for congenital duplications.

1 O'Donnell B, Puri P. Treatment of vesicoureteric reflux by endoscopic injection
of Teflon. Br Med J 1984;289:7-9.

2 Politano VA. Periurethral Teflon injection for urinary incontinence. Urol Clin
North Am 1978;5:415-22.

3 Sculman CC, Simon J, Wespes E, Germeau F. Endoscopic injections of Teflon
to treat urinary incontinence in women. Br MedJ 1984;288:192.
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Screening of patients with
retinitis pigmentosa for
heredopathia atactica
polyneuritiformis (Refsum's
disease)

Retinitis pigmentosa may be associated with a wide range of metabolic
and neurological abnormalities, including heredopathia atactica poly-
neuritiformis (Refsum's disease).' This condition is characterised
by a raised plasma concentration ofphytanic acid,' retinitis pigmentosa,
polyneuropathy, ataxia, deafness, and anosmia. Heredopathia atactica
polyneuritiformis is a disabling and potentially lethal disease but can
be treated by diet or plasmapheresis.3 We suggest that heredopathia
atactica polyneuritiformis should be considered in all cases of retinitis
pigmentosa.

Patients, methods, and results

Fifty two patients with retinitis pigmentosa entered the study. All fasted
before attending for examination. Plasma samples were sent for lipid profile,
fatty acid screen, and phytanic acid assay. Phytanic acid and fatty acids were
detected and estimated as described3 4; cholesterol and triglyceride concentra-
tions were estimated using the standard Technicon autoanalyser II enzy-
matic method.
Of the 52 patients, 19 were male and 33 female. In 17 some abnormality

was detected on neurological examination. Seven were deaf, of whom three
had no other neurological signs and four had additional abnormalities (group
1). Neurological abnormalities without deafness were present in 10 patients
(group 2) (table). Using the criterion of retinitis pigmentosa in the presence
of two other neurological abnormalities associated with heredopathia atactica
polyneuritiformis, we suspected the disease in six patients (cases 5, 26, 40,
42, 44, and 45), the suspicion being strongest in cases 40, 42, and 45. One
patient (case 42) was found to have a plasma phytanic acid concentration of
(1.1 mmol/l (34 mg/100 ml); normally less than 0-03 mmol/l (1 mg/100 ml)),
and a diagnosis of heredopathia atactica polyneuritiformis was made.5
Statistical analysis of the lipid and fatty acid data for the patients with
retinitis pigmentosa showed no significant difference from those of a normal
population.

In case 42, a 40 year old woman, the patient gave a history of anosmia,
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Patients with retinitis pigmentosa and neurological abnormalities detected on
screening

Case Age
No (years) Clinical findings

Group 1 (with deafness)
26* 65 Deaf, diminished vibration sense in feet, diminished ankle jerks
37 70 Deaf, old right cerebrovasculkr accident
42* 40 Deaf, anosmia, ataxia, diminished tendon jerks
45* 34 Deaf, mild ataxia

Group 2 (withozut deafness)
1 60 Vertebrobasilar ischaemia
5* 39 Small pupils, absent ankle jerks
12 65 Myasthenia gravis
16 36 Right hemiparesis (mitral valve prolapse)
21 62 Dementia, epilepsy, spinocerebellar degeneration, red ragged

myopathy
30 62 Disc prolapse L4-5, ulnar nerve palsy
40* 31 Ataxia, mild sensory neuropathy
44* 59 Diminished peripheral sensation, diminished ankle jerks
46 11 Laurence-Moon-Biedl syndrome
55 16 Congenital sensory neuropathy

*Clinical suspicion of heredopathia atactica polyneuritiformis.

deteriorating retinitis pigmentosa, and deafness. She had suffered an acute
episode of ataxia after a viral illness. Examination showed pes cavus, anosmia,
retinitis pigmentosa, small reacting pupils, nerve deafness, wasting of the
small muscles of the hands, diminished tendon reflexes, and reduced sensation
in the feet. She was ataxic on heel and toe walking and coordination was poor
in all limbs. Nerve conduction studies disclosed a mild sensory and motor
polyneuropathy. The plasma phytanic acid concentration (1-1 mmol/l;
34 mg/100 ml) declined to 0-2 mmol/l (7 mg/100 ml) with a low phytanic
acid diet.4

Comment

This is the first time that heredopathia atactica polyneuritiformis
has been diagnosed by a screening procedure. The signs and symptoms
were mild and the patient was much less ill than is usual at first pre-
sentation. Retinitis pigmentosa is present in all cases of heredopathia
atactica polyneuritiformis and is not affected by short term changes in
plasma phytanic acid concentration. Long term control cannot improve
an already damaged retina, but early diagnosis and treatment, by limit-
ing phytanic acid in the diet, will prevent the onset of polyneuropathy
and may prevent deterioration in vision.
We conclude that it is important and practicable to screen patients

with retinitis pigmentosa for heredopathia atactica polyneuritiformis.
Fifty two patients were surveyed, of whom 17 had neurological ab-
normalities, but only six of them had signs compatible with heredo-
pathia atactica polyneuritiformis. By looking in particular for any
symptom or sign of anosmia, deafness, neuropathy, or ataxia a popula-
tion may be identified in whom phytanic acid concentrations should be
measured. It is therefore practical for those without special neurologi-
cal skills to perform a quick and simple screening programme on
patients with retinitis pigmentosa to select those in whom heredopathia
atactica polyneuritiformis should be actively excluded.

We acknowledge the special trustees of Westminster and Roehampton
Hospitals for funding this project.
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Aluminium phosphide ingestion
Tablets and pellets composed ofaluminium phosphide and ammonium
carbamate (Phostoxin; marketed in India as Celphos and Quickphos)
are used world wide against rodents and other pests in stored grain.
Aluminium phosphide exposed to moisture liberates phosphine gas
(PH ), which is highly toxic.' 2 It dissipates rapidly into the air, leaving
very little residue. Such grain is then fit for human consumption.'
Isolated cases of fatal exposure to phosphine gas have been reported
when aluminium phosphide was used as grain fumigant, particularly
for the bulk shipment of wheat.3
We believe that the following is the first reported series of oral

ingestion of aluminium phosphide in man.

Present series

From July 1982 to October 1983 15 patients (eight male and seven
female) were admitted after ingesting Phostoxin pellets or tablets (58'%
aluminium phosphide). Phostoxin is freely available for protecting stored
grain in Indian households.
The patients were aged 15 to 41 years (average 22 5) and the stated amount

of aluminium phosphide ingested ranged from 1-5 to 9 0 g (average 4-7 g).
The interval between ingestion and admission to hospital ranged from 30
minutes to 16 hours (average 5-3 hours), and the time interval between inges-
tion and death ranged from one to 106 hours (average 31 hours). In 13 cases
(86°') it was a suicidal attempt.
Repeated vomiting and hypotension occurred in all patients, and 13 were

in shock on admission (systolic blood pressure < 90 mm Hg). Other common
features were impaired sensorium, restlessness, tachypnoea, pulmon-
ary crepitations, oliguria, anuria, and jaundice. Half the patients had
raised blood urea, serum creatinine, serum bilirubin, and transaminase values.
Electrocardiographic abnormalities were observed in six of 11 patients tested
-supraventricular premature contractions (one patient); widened QRS
complex (two); right bundle branch block (one); left anterior hemiblock
with atrial fibrillation (one); ventricular premature contractions (one).
Severe metabolic acidosis with blood pH values of 6-97-7-31 and bicarbonate
values of 4-6-14-5 mmol(mEq)/l were present in all six patients tested.

All the patients were given supportive treatment, gastric lavage, and con-
tinuous dopamine infusion to combat shock. Eleven of the 13 patients in
shock did not respond to dopamine and subsequently died. Haemodialysis
was given to one patient who developed acute renal failure, and the patient
survived.

Gross examination in the four cases that came to necropsy showed conges-
tion of most organs. The mucous membrane of the upper gastrointestinal
tract was congested in all, and in two cases haemorrhagic fluid was present in
the stomach. Lungs were congested and heavy.

Histological examination of liver in six cases (four necropsy, two biopsy
samples) showed mild fatty infiltration (three), areas of centrizonal necrosis
(two) with haemorrhages in one, and small granulomas consisting of lympho-
cytes, a few macrophages, and occasional polymorphonuclear cells (one).
The kidneys showed medullary congestion in one necropsy sample and hydro-
pic degeneration of tubular epithelium in another. Lungs showed non-
fibrinous pulmonary oedema in two cases. Brain and myocardium appeared to
be normal.

Comment

These cases show that aluminium phosphide when ingested is highly
toxic. The clinical and pathological features, mainly confined to the
gastrointestinal tract and respiratory, cardiovascular, and central
nervous systems, were thought to be due to metabolic changes. The
most striking clinical feature was the severe hypotension in all cases.
This has not been reported after exposure to phosphine gas,3 though
other clinical features have been noted.
The mortality in our series was very high. Eleven (73o%) of the 15

patients died, but death was not related to the amount of Phostoxin
ingested. We cannot explain this, unless the stated amounts ingested
were incorrect. Death did not relate to the time interval between
ingestion of the poison and admission to hospital. The only clinical
feature which differentiated non-survivors from survivors was persis-
tent shock not responding to dopamine infusion. Routine biochemical
investigations did not help in differentiating survivors and non-
survivors, except that metabolic acidosis was more severe in those who
died.
The necropsy finding of congestion of most organs in this series has

also been observed after phosphine inhalation.3 Changes in the liver,
however, have not been reported. Areas of centrizonal necrosis in two
cases with haemorrhages in one may have been due to shock.
The mechanism of poisoning after ingestion ofaluminium phosphide

is presumably the liberation of phosphine gas in the body. Phosphine
has been detected in the expired air of rats fed on zinc phosphide in
excess of LD50 (40 5 (+2-9) mg/kg).2 The exact mechanism of
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