553945 51 R ERR AR (A AR
201945 H Journal of Nanjing Medical University (Natural Sciences ) - 781 -

JLER BRI R E R

EEE, M

B A ER A R AR R R BE M 22 A RE VT BEAT 210029

[ ZE] JLELMENF (children absence epilepsy, CAE ) J&—Fh HAT 4 A )38 45 1 42 B PEIGUIR , 7 T AT 2405 10 L 3 o
SR 11T 7 10%~17 % o FLI PRARFHAE A 450 28 1) L A0 2R O A A i v 11 T 3 s BDBUNR AR [R) 240 1% 3 Ha )iz M i
FL o SCEE [ 534 3T Aok LB S PR o LA BHL 2 I DR Pl 2B B VAT S5 D7 A ST, L9 U H R R AN o 1, AT
W AR RIS 7 ) o

[REEIA] LR RGN 5 BT FE R 46 s NI 3 5 1R 7
[HESES] R742.1 [XHkFRER] A
doi: 10.7655/NYDXBNS20190532

[XEHS] 1007-4368(2019)05-781-05

Progress in childhood absence epilepsy
Jiang Wenwen , Wang Xiaoshan"
Department of Neurology ,the Affiliated Brain Hospital of Nanjing Medical University , Nanjing 210029, China

[Abstract |

of all cases of epilepsy diagnosed in school - aged children. It is characterized by frequent typical absence seizures, and the

Children absence epilepsy (CAE )is one of age-dependent idiopathic generalized epilepsy , which occurs in 10% to 17%

electroencephalography (EEG )reveals characteristic bilateral , symmetrical , and synchronous discharges of 3 Hz generalized spike-and-
waves (SWDs) on a normal background activity. This review summarized recent studies on children absence epilepsy, including

pathophysiology, clinical electrophysiology , comorbidities, treatment, and prognosis. It is hoped that directions for further researches on

this field could be determined.
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