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Abstract Urea cycle disorders( UCDs ),a group of genetic
metabolic diseases,are caused by genetic defects in urea
synthesis and related metabolic pathways,which lead to
hyperammonemia and varied clinical manifestations.The
severe cases of UCDs present coma,convulsions and even
death.When the blood ammonia rises sharply,it can cause
irreversible neurological damage.As a cure for this disease,
liver transplantation should be performed as soon as possible
prior to nervous injury.to improve the prognosis.

Keywords urea cycle disorder;liver transplantation;timing
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