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Because of the renal insufficiency and the narrow therapeutic range of lithium salt in
blood(0.6-1.2 meg/L), the mania and depressive psychosis patients using lithium salt
for a long time often suffered from acute lithium intoxication. The mortality rate of
acute lithium intoxication is as high as 25%. The main symptom of acute lithium
intoxication is neurological, often accompanied by gastrointestinal and cardiovascular
symptoms. The risk factors for lithium intoxication include old age, poor renal
function and volume depletion. The long term effects of lithium salt on the kidney
include : nephrogenic DI, chronic interstitial nephritis , nephrotic syndrome and distal
renal tubular acidosis. When acute lithium intoxication is complicated by
neurological symptoms, the patient requires hemodialysis. However, the blood level
of lithium salt may rebound after hemodialysis, therefore, it is often necessary to
repeat hemodialysis for reducing the level of the lithium salt . When lithium
intoxication is properly managed, the prognosis is always good - However, sequela of
cerebellar damage can usually be seen. In this article, we retrospectively reviewed 12
subjects with lithium intoxication, who had been hospitalized into National Taiwan
University in recent 10 years. Long- term lithium users with renal insufficiency
tended to develop acute lithium intoxication when compared with those who have no
renal insufficiency. Hemodialysis were usually necessary in these cases. For those
patients with acute lithium intoxication and normal renal function, adequate hydration
was usually enough to improve the clinical status. ( J Intern Med Taiwan
2001;12:241-249)
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