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Hyperglycaemia induced by
paracetamol

Sir,
Hypoglycaemia is a well-recognised feature
of paracetamol overdose, after the develop-
ment of fulminant hepatic failure, but we are
aware of only one previous description of
hyperglycaemia and that was in a patient with
a family history of diabetes mellitus.'
Over recent months we have seen five

patients, all male, aged 17 to 40, who have had
random blood sugars of 7.2-12.8 mmol/l
(mean 9.1 mmol/l) at the time of their initial
paracetamol level, taken 6-12 h after the
overdose (paracetamol levels of 50-184 mg/l,
mean 147 mg/l). Hepatic failure, but with full
recovery, developed in two patients. None
were known to have diabetes, although two
had a family history of non-insulin-
dependent diabetes mellitus.

Paracetamol has previously been shown to
interfere in glucose measurements,2 although
YSI have modified their method and this is
now less of a problem. However, none of the
instruments used in the emergency
laboratories in the Leicester area employ this
method, and we investigated the spiking of
sera with known glucose levels with
paracetamol to see if the glucose results
altered. Over a paracetamol concentration
range of 10-400 mg/l, there was no change;
thus paracetamol does not interfere with
glucose measurements.

It would thus appear that hyperglycaemia
is a feature of a significant paracetamol over-
dose over the first 12 hours. Whether this is
due to release of stress hormones or a direct
effect of either paracetamol or its metabolites
on the pancreas or liver is unclear.
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Metabolic effects of
paracetamol overdose

Hepatoxicity
* raised aspartate amino-

transferase/alanine amino-
transferase

* raised lactate dehydrogenase
* raised bilirubin
* disordered clotting
* hypoglycaemia
* hyperammonaemia

Hypokalaemia

Renal damage
* acute tubular necrosis
* proteinuria
* haematuria

Dementia, myopathy, and
idiopathic hypoparathyroidism

Sir
Idiopathic hypoparathyroidism (IH) is a rare
disease characterised by deficient secretion of
parathyroid hormone (PTH) without a defin-
ed cause (box 1). Some patients with this
disorder also develop adrenal insufficiency or
other endocrine deficiencies, pernicious anae-
mia, vitiligo, chronic mucocutaneous can-
didiasis, or other syndromes.' We report a
patient with IH who presented with dementia
and myopathy.
A 61 -year-old man was admitted because of

uncontrollable seizures. His past medical his-
tory was irrelevant except for epilepsy diag-
nosed at the age of 30, and a progressive
decline in mental functions in the last two
years, to the point that he was unable to
perform everyday tasks. On physical examin-
ation he was in apparent good health but
apathetic and incoherent, he had no dysmor-
phic features, and his heart, lungs, abdomen,
extremities, and neurologic examination were
normal. Every five or ten minutes he suffered
brief generalised tonicoclonic convulsive
attacks, without complete loss of conscious-
ness or urinary incontinence, that responded
poorly to anticonvulsant therapy.
Blood analysis revealed a moderate

leucocytosis with left deviation, calcium
5.5 mg/dl (albumin 3.7 g/dl), phosphate
4.8 mg/dl, intact parathyroid hormone
1.2 pg/ml, creatine kinase 2220 U/1, alanine
aminotransferase 190 U/1, aspartate amino-
transferase 121 U/1 and lactic dehydrogenase
435 U/1. An electrocardiogram showed a
prolonged QT interval. Radiographs of the
chest were normal. A computed tomographic
scan of the brain disclosed calcifications,
particularly in the basal ganglia.
When blood calcium levels were received,

an intravenous calcium infusion was insti-
tuted and the convulsive attacks ceased. Oral
calcium and vitaminD were then initiated. In
the following weeks his mental functions
moderately improved and he began to per-
form some daily activities by himself.
Symptoms of IH usually begin in child-

hood, but sometimes appear later. Epilepsy
was probably the first manifestation of IH in
our patient, but his illness was not diagnosed
until the age of 61, when dementia, probably
related to brain calcifications,2 had develop-
ed. IH is one of the few causes of reversible
dementia, but other cases3 and ours show that
adequate treatment may not produce com-
plete recovery of mental functions. This
emphasises the importance of an early diag-
nosis.
As in other cases of IH,46 serum muscle

enzymes were increased in our patient, prob-
ably as a consequence of rhabdomyolysis
secondary to hypocalcemia and/or recurrent
seizures.6'7
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Idiopathic hypoparathy-
roidism: features

* deficient secretion ofparathyroid
hormone

* sporadic or familial basis
* hypocalcaemia and
hypophosphataemia

* increased neuromuscular
excitability, extrapyrimidal
syndromes, irritability and other
mental changes, dental
abnormalities, cataracts

* raised intracranial pressure
* extraosseus calcifications,

particularly in brain
* prolongation ofQT interval

Box 1

Learning/summary points

* idiopathic hypoparathyroisidm is
one of the few causes of reversible
dementia

* adequate treatment may not
produce complete recovery of
mental functions. Early diagnosis is
therefore essential

Box 2
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