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Clinical analysis of six patients with valproate-induced hyperammonemic encephalopathy after craniotomy "
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[ Abstract] Objective
duced hyperammonemic encephalopathy (VHE) after craniotomy. Methods

To analyse the clinical characteristics and recovery of patients with valproate-in-
Data of six patients with VHE af-
ter craniotomy from December 2015 to December 2016 were collected and analysed. Results Four patients
showed irritable as the first clinical symptom. Five patients’ plasma drug concentrations of valproate and blood
ammonia level were high,but there was no correlation between them. And their imaging examinations presen-

ted no difference. Finally,1 patient died and 5 patients recovered. Among those who recovered, 4 patients had

tardive liver damage. Conclusion
critical.
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Once the diagnosis is made as VHE, prompt symptomatic management is
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