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A case of severe hyperuricemiainduced by olanzapine
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Introduction: Hyperuricemia is associated with gout and other various ailments, including cardiovascular diseases and chronic kidney diseases. The pri-
mary causes of hyperuricemia are increased purine nucleoside production and decreased rena excretion of urate. Furthermore, factors such asinfection, al-
cohoal, surgery, and various medications (diuretics, aspirin) affect uric acid metabolism and may therefore induce hyperuricemia. Atypical antipsychotics
have been reported as an additional cause despite an unclear mechanism. Here, we experienced a case of severe hyperuricemiainduced by olanzapinein a
patient with major depressive disorder, which has not been reported to the best of our knowledge. Case report: A 22-year-old man with mgjor depressive
disorder was admitted to a psychiatric ward after a suicide attempt. He had been treated with multiple antipsychotics, including olanzapine, quetiapine, es-
citalopram, and benztropine. At the time of admission, his serum urate level reached 19.3 mg/dl (reference range: 3-7 mg/dl). Although he did not display
signs or symptoms of monosodium urate crystal deposition disease, he was consulted to the rheumatologic department to control severe hyperuricemia. He
had denied recently drinking acohol, physica trauma, and taking any other medications except antipsychotic drugs. Because there was no predisposing fac-
tor altering uric acid metabolism and his kidney function was norma (serum eGFR: 107 ml/min/1.73 m?), we presumed that he had hyperuricemiainduced
by antipsychotic drugs, likely olanzapine according to its adverse event profile described in pharmacopoeia. Olanzapine was rapidly tapered off, and his se-
rum urate level has decreased proportionally to the norma range. Discussion: Although it occurs rarely, olanzapine can induce severe hyperuricemia
Patients trested with olanzapine must be monitored for hyperuricemia and increased serum urate levels.
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Figure Serum urate level trend associated with the daily dose of olanzapine

Abbreviate: HD; hospital day




