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Paralytic ileus and urinary
retention due to hypothyroidism

Peripheral neuropathy is a recognised complication of hypothyroidism.
Skeletal muscles, the intestines, and the urinary tract may all be
affected. We report an unusual case in which the patient presented
with paralytic ileus and bladder retention, and despite biochemical
evidence of severe hypothyroidism physical signs of myxoedema were
absent. The patient eventually responded to replacement treatment.

Case report

A 67-year-old woman was admitted with a history of increasing malaise,
constipation, difficulty with walking, and urinary incontinence. On examina-
tion she was dehydrated and had a distended, tympanic abdomen with scanty
bowel sounds. The bladder was palpable above the umbilicus and this was
confirmed radiologically (see figure). She had global muscle wasting with
profound weakness of limb and facial muscles. External signs of myxoedema
were absent. She had a normochromic, normocytic anaemia (haemoglobin
concentration 8 g/dl) due to combined folate (1.1 /Lg/l) and iron (690 /g/l)
deficiencies. Plasma urea (22 mmol/l) and creatinine (194 ,tmol/l) concentra-
tions were both raised. Urine microscopy showed red and white blood cells,
and urine culture grew Escherichia coli. Intravenous urography indicated
bilateral hydronephrosis with a distended bladder. A barium enema showed
severe dilatation of the large intestine with no obvious physical obstruction,
an appearance typical of intestinal pseudoobstruction. Electromyographic
findings were typical of a severe, predominantly motor polyneuropathy.
Thyroid function tests indicated severe primary hypothyroidism with a serum
thyroxine concentration of < 10 nmolIl, and a raised thyroid-stimulating
hormone concentration of 45 mU/l.
We considered her diagnosis to be hypothyroid polyneuropathy affecting

her intestines, urinary tract, and skeletal muscles. Despite intravenous
rehydration, blood transfusion, urinary catheterisation, and the administra-
tion of thyroxine her condition continued to deteriorate. Nasogastric and
rectal suction were begun, together with intravenous hyperalimentation and
intravenous triiodothyronine (up to 60 pg/day). This regimen had to be con-
tinued for eight weeks before the patient could receive a conventional diet,
but her recovery thereafter was uninterrupted. The paralytic ileus resolved
and micturition returned to normal, as did her gait. Repeat barium studies
and intravenous urography showed no abnormality. She was discharged home
feeling well, taking only oral thyroxine (200 jig/day).

Comment

Though combined intestinal and urinary tract involvement in
hypothyroidism has previously been reported, the combination of
"internal myxoedema" together with a skeletal polyneuropathy has
not been described. Ord,' in an early description of myxoedema in
1879, described necropsy findings including widespread connective
tissue infiltration with mucoid degeneration in nervous and muscular
tissue. More recently, Wells et a12 suggested that the intestinal com-
ponent was caused by an autonomic polyneuropathy with Schwann
cell degeneration possibly due to mucopolysaccharide deposition; the

Supine plain abdominal x-ray film showing bladder
distension and dilated loops of large and small intestine.

innervation to skeletal muscles and the urinary tract musculature may
be similarly affected.
The peripheral and autonomic neuropathy of hypothyroidism may

take many weeks to recover, but even severe atony of the bladder
and paralytic ileus are eventually reversible. It is important to con-
sider hypothyroidism as a cause of autonomic or peripheral neuro-
pathy even in the absence of overt signs of myxoedema.

Correspondence and requests for reprints should be addressed to: Dr AW
Nathan, Department of Cardiology, St Bartholomew's Hospital, London
EClA 7BE.
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Motor spastic paraplegia and
unilateral infranuclear facial palsy
complicating tetanus

We describe a patient with tetanus who developed a purely motor
spastic paraplegia and left facial palsy, both of which resolved
completely.

Case report

A 20-year-old man was admitted to hospital in October 1980 with a three-
day history of body stiffness and inability to stand and asymmetry of the face
for the previous two days. He had injured his right foot 15 days before. There
was no history of head injury, discharge from the ears, or eating seeds of
Lathyrus sativus. Examination showed a blood pressure of 130/80 mm Hg,
lockjaw, abdominal rigidity, and opisthotonos. He was also having frequent
tetanic spasms. Facial asymmetry was due to left-sided facial palsy and
spasm of facial muscles on the right, giving the appearance of a hemi-
risus sardonicus. Hearing and taste were normal. Neurological examination
showed purely motor, upper motor neurone spastic paraplegia with hyper-
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reflexia and bilateral extensor plantar reflexes. Power in the legs was grade 2
and remained so during the clinical phase of tetanus, with gradual recovery
subsequently. No sensory or sphincteric abnormality was observed during the
illness.
The patient was given 20 000 IU antitetanus serum intramuscularly after

a sensitisation test. Injections of diazepam, chlorpromazine, and pheno-
barbitone were used to control the spasms, with adequate parenteral and
oral feeding. He made an uneventful recovery from tetanus, and about one
month after onset plain radiography of the thoracolumbar spine, cerebro-
spinal fluid examination (including a Venereal Disease Research Laboratory
test), and myelography showed nothing abnormal. He still had the facial
palsy but could stand with support. Hyperreflexia and extensor plantar
responses were still evident. At follow up two months after discharge the
facial palsy was barely discernible and he could walk unaided. Mild hyper-
reflexia with equivocal plantar responses were elicited. Follow up at one year
showed no neurological deficit.

Comment

This patient showed the characteristic features of tetanus, and 12
days before onset he had injured his foot. In view of the paraplegia
lathyrism was considered; lathyrism is common in this region.l The
patient denied eating seeds of L sativus, there was no lathyrism in the
family, the paraplegia resolved, there was a facial nerve palsy, and he
had tetanus-all going against the diagnosis of lathyrism.

Clostridium tetani produces two toxins, tetanospasmin and tetanoly-
sin. Tetanospasmin interferes with inhibition within the central
nervous system and produces the excessive motor activity which
characterises the disease. It may also produce some of the auto-
nomic dysfunction, especially the sympathetic overactivity,2 which may
occur in severe cases. Paralysis, however, is unusual unless the wound
is on the face, when cranial nerve palsies, notably of the ipsilateral
facial and oculomotor nerves, may occur. Paraplegia may occur if the
tetanic spasms cause compression fracture of the spine, but our in-
vestigations eliminated this and other compressive causes of paraplegia.
It appears that the paraplegia is an unusual effect of tetanus as de-
scribed by Bahemuka. The facial nerve palsy must also be attributed
to tetanus, though it is unusual for this to occur when the wound is not
on the face.

'Ganapathy KT, Dwivedi MP. Studies on clinical epidemiology of lathy-
rism. In: Report of Lathyrism Enquiry Field Unit of Indian Council of
Medical Research. Delhi: ICMR, 1961:16-7.

2 Kerr JH, Corbett JL, Prys-Roberts C, Smith AC, Spalding JMK.
Involvement of the sympathetic nervous system in tetanus: studies
on 82 cases. Lancet 1968;ii:236.

3 Bahemuka M. Acute transverse myelopathy complicating tetanus. Postgrad
MedJ7 1981 ;57:443-4.
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Unusual strychnine poisoning and
its treatment: report of eight cases

Strychnine is now used rarely and poisoning is unusual. Intoxication
is usually accidental in children or suicidal in adults.' Treatment is
directed towards control of convulsions and prevention of asphyxia,
either by a short-acting barbiturate and muscle relaxant combined
with artificial ventilation2 or by the more recently successful use of
intravenous diazepam alone.3 We describe eight cases of unusual
strychnine poisoning, three of which were treated with intravenous
diazepam and four by artificial ventilation.

Case reports

Eight young adults sniffed quantities of strychnine in the mistaken belief
that it was cocaine. All developed toxic symptoms within 30 minutes and
were admitted to two Dublin hospitals.

Five patients were admitted to St Laurence's Hospital. The man who had
taken the largest quantity developed convulsions within five minutes of

inhalation. These became sustained, and he was in cardiopulmonary arrest
on admission. Asystole was converted to ventricular fibrillation by intra-
venous injection of 2 ml of 1:1000 adrenaline and 10 ml 10% calcium
gluconogalactogluconate. Cardioversion resulted in a supraventricular
tachycardia, which was converted to sinus rhythm by 10 mg sotalol given
intravenously. Spontaneous respiration was not restored, and artificial
ventilation was instituted after muscle relaxation by suxamethonium. Urine
analysis showed large amounts of strychnine.5 He remained deeply comatose
but was free of convulsions. Nine hours after admission he had a fatal
cardiac arrest.
Three of the four remaining patients complained of pain and stiffness in

the paravertebral muscles within 30 minutes of inhalation. Convulsions,
characterised by risus sardonicus, opisthotonus, flexor spasm of upper
limbs, and extensor spasm of lower limbs, occurred with minimal sensory
stimuli. They were treated in a quiet dark room. Diazepam 10 mg intra-
venously controlled convulsions and was repeated one hour later in two
patients in whom convulsions recurred. Diazepam was continued in an oral
dose of 5 mg six-hourly, and the patients remained free of convulsions.
Hyperaesthesia and hyperreflexia with associated paravertebral myalgia
persisted for 48 to 72 hours. Diazepam was discontinued 72 hours after
admission. Serum creatine phosphokinase activity was raised in all patients
(mean 1980 IU/1; normal < 130 IU/l), and estimation of isoenzymes showed
raised muscle-type (MM) creatine kinase activity, indicating damage to
skeletal muscle during the convulsions. Urine analysis showed moderate
quantities of strychnine.
The remaining patient was only mildly affected. He complained of para-

vertebral pain and stiffness. Tendon reflexes were brisk but no convulsions
occurred, and specific treatment was not prescribed. Urine analysis showed
traces of strychnine.
Three patients were admitted to the Charitable Infirmary. All developed

symptoms within 30 minutes of inhaling strychnine and were having inter-
mittent convulsions on admission. Each was given intravenous diazepam
10 mg, phenoperidine 2 mg, and suxamethonium 100 mg. Artificial ventila-
tion using Cape Waine ventilators was instituted and was continued using
pancuronium for muscle relaxation and phenoperidine and diazepam for
sedation. Convulsions tended to recur as muscle tone recovered but were
readily controlled with pancuronium. Urine analysis showed moderate
amounts of strychnine in each case. After 36 hours, when strychnine was no
longer detected in the urine, artificial ventilation was discontinued. No
further convulsions occurred. All patients had raised serum creatine phospho-
kinase activity (mean 2797 IU/l; normal < 170 IU/l). Physical examination
showed no abnormality after 48 hours.

Comment

This report highlights a mode of strychnine poisoning not previously
described. Strychnine is now rarely used but may be stocked by some
retail pharmacies, so this type of accident might possibly recur. It is
not known how these patients acquired the strychnine, which was
inhaled apparently in mistake for cocaine at a party.

Apart from the patient in whom poisoning was fatal and the most
minimally affected patient, who recovered without specific treatment,
the remaining six patients were comparable in terms of degree of
intoxication and urinary strychnine concentrations. In these patients
two different therapeutic regimens were used with equal success.
Treatment with intravenous diazepam in a quiet darkened room has
the advantage of being simpler than artificial ventilation, but if
diazepam alone fails to control convulsions artificial ventilation should
be instituted.
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