. 516 - e [ AR b 28 0 2 2012 4F 10 55 12 45505 5 10

Chin J Contemp Neurol Neurosurg, October 2012, Vol. 12, No. 5

- L YAz -

WA M 1 01 BIL A A0 5 gk

Wk IR OFaE TEF Kk

[HZE]  J R 2 R G WLB I, UK 22 50 2 52 R A e v 5 | g v X o 2 2R o0 e o 12k
DIRE SRV N AEAT o X0 42 4 23 1 L A BIF 7 — B Rk 2 Bh 2 RO R R . HOR N Z R Z 4%
BLI S 2%, W e Tl IE A A RRE RS y- B L TIRAER G A E RN T RN TEL . AL
LR A5 R 9o 1) 3 T BILIR R AT £ 5, LA A BT S BT R0 24 9 = OB 9 e R AR B

(k83R] Ww; 2HTEYE Sk

DOI:10.3969/j.issn.1672-6731.2012.05.004

Research progress in molecular mechanisms of epileptogenesis
SHEN Chun-hong, WANG Shuang, GUO Yi, DING Mei-ping, CHEN Zhong
Department of Neurology, Second Affiliated Hospital, Zhejiang University College of Medicine, Hangzhou
310009, Zhejiang, China
Corresponding author: CHEN Zhong (Email: chenzhong @zju.edu.cn)
[ Abstract)

resulting from abnormal, excessive or hypersynchronous neuronal activity in the brain.

Epilepsy is a common disease of nervous system, which is characterized by seizures
Molecular
mechanism of epileptogenesis is always the focus of global neuroscientific researches. Epilepsy has various
kinds of pathogenesis, with complicated molecular mechanism, involving ion channel, glutamatergic system,
y-aminobutyric acid (GABA) system, neurotrophic factor, inflammatory mediator and other relevant aspects.

The article summarizes the molecular mechanism of epileptogenesis, further aiming to discover the new type

of antiepileptic drugs (AEDs).
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