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Valproate-induced Hyperammonemic Encephalopathy

Yihui Hou

HRIBRR A B R EEBE 2 AR i - Tt R 067000

Department of Neurology, Affiliated Hospital of Chengde Medical University, Chengde, Hebei, 067000, China

B OE: ARBMA—RFIGRRMG Y, FRTIERRRAAE . kR At kmF . BF R RS, KRR
PREANJG T B I—FP F I P E A RIE, PP AR AR K B Rt R . 2 8 R R R AN L& | R I A R B,
B B IR, A AL TT RBBAR Y | R AN AR AR, %R RRBRAA R0 e B & . KR e AREIL,
VWi Ao s 7 AR ATAT AT 4738, AIA A e R 478 P R BR A AR S8 18 Rt JE T FR AR A 2

Abstract: Sodium valproate is a common antiepileptic drug commonly used to control seizures, migraines, and mental illnesses.
Usually, the adverse reactions are mild, but a rare and serious complication can occur after the application of sodium valproate,
which is sodium valproate associated hyperammonemia encephalopathy. When patients experience symptoms of acute or chronic
encephalopathy due to the use of sodium valproate, the disease should be highly suspected. The most effective treatment is to stop
the medication in a timely manner, reduce ammonia levels, and supplement with L-carnitine. This paper reviews the latest research
progress on risk factors, pathogenesis, clinical manifestations, diagnosis, and treatment of sodium valproate encephalopathy, in order

to provide reference for the clinical diagnosis and treatment of sodium valproate associated hyperammonemia encephalopathy.
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