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ABSTRACT Objective: The aim of the present study was to observe the effect of commonly used antiepileptic drugs on plasma
concentrations of total (t) homocysteine (Hcy) in epileptic patients. Methods: Patients on antiepileptic drugs monotherapy, with no other
known cause of hyper-tHcy were enrolled. There are four groups tested. These groups were divided by drugs that patients used. Results:
Plasma tHcy levels of all epileptic patients were significantly higher compared to physiological levels (P<0.001). Normal folate and
vitmineB12 concentrations were observed in all subjects. Patients treated with lamotrigine exhibited mean plasma tHcy levels lower
plasma tHcy levels of patients treated with carbamazepine, oxcarbazepine and valproic acid (P<0.05). Folate levels in patients taking
carbamazepine were lower than those of patients treated with lamotrigine and valproic (P<0.05). Conclusions: Long-term antiepileptic
drug therapy contributes to hyperhomocysteinemic. Because hyper-tHcy is a significantly higher risk of cerebrovascular disease, patients
should be administered a supplement of folate and vitmineB12 to normalize plasma tHcy.

Key words: Epilepsy; Folate; Homocysteine; Antiepileptic drugs

Chinese Library Classification(CLC): R742.1 Document code: A

Article ID:1673-6273(2012)09-1665-03

° 2011 3 11
N Mo 18-50
N 3 m, 2
& 3 6 4
[3]Q
N N N 5 6

N B12 .

N B12 o 1.2 N B12

° S5ml
1 -200°C o N N B12
SEMENS  ADVIA CENTAUR
* 30870840; 81071051
1986

A 029-84771319 E-mail:jiangwen@fmmu.edu.cn

( 2011-12-06 2012-01-20)



- 1666 -

www.shengwuyixue.com Progressin Modern Biomedicine Vol.12

NO.9 MAR.2012

- 5~15pm/1 N
1.3
xt s o N P<0.05 . B12
B12 211~911pg/ml B12
SPSS16.0 P<0.05 - -
2 3.1~17.5ng/ml
P<0.05
N B12 °
1, 1
1 B12 xt s
Fig.1 Concentrations of Hcy, Floate and vitmineB12 in each group (x* s)
Group N Hey(pm/L) VitB12(pg/ml) Floate(ng/ml)
CBZ group 11 38.05+ 22.51% 317.35+ 117.02 4.79% 2.40
LTG group 12 8.621% 8.25 355.36x 133.85 8.22+ 3.47**
OXC group 9 20.82+ 4.50 352.86x 120.58 5.20% 1.14
VPA group 13 32.52+ 19.76* 429.41+ 214.99 7.22% 2.59%%*
* k3
Note:¥*P<0.05 VS LTG **P<0.05 VS CBZ
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