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Effect of antiepileptic drugs on the level of plasma homocysteine and asymmetric dimethyl arginine in epileptic patients
Xia Jie,Zheng Zheng » Zhang Qimei
(Department o f Neurology ,the First Clinical Medical College of Three Gorges University/
Yichang Central People’s Hospital .Yichang » Hubei 443003 ,China)

Abstract; Objective To investigate plasma homocysteine(Hcy) and asymmetric dimethyl arginine(ADMA) concentration in
patients with epilepsy receiving oxcarbazepine (OXC) or sodium valproate( VPA) monotherapy. Methods Plasma were collected
from 32 cases of OXC and 36 cases of VPA monotherapy. The levels of hcy and ADMA were detected and compared with healthy
controls. Then the correlation of the levels and antiepileptic drug treatment duration was analyzed. Results The levels of hcy and
ADMA in treatment groups were higher than in control gruops(P<C0. 05) ,and no difference between two treatment groups (P>
0. 05). Antiepileptic drug treatment duration and plasma Hcy, ADMA levels were positively correlated (r=0. 274, P<Z0. 05;r=
0.256,P<C0. 05). Conclusion OXC and VPA elevated hcy and ADMA plasma levels in patients with epilepsy. Routine monitoring
of plasma hcy and ADMA and supplementation of B vitamins and folate acid might have help to reduce thrombotic events occurring
for patients receiving long-term OXC and VPA therapy.

Key words: epilepsy;oxcarbazepine; valproate; homocysteine; asymmetric dimethyl arginine
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