5520 % 55 12 0] P E SRR E Vol.20 No.12
2018 4 12 A Chin J Contemp Pediatr Dec. 2018

doi: 10.7499/j.issn.1008-8830.2018.12.006

I - GRS

6 B JL SRy 2P 8 20 P 9 R S 85 P s DA B OAS 53 B

Rag! EHW XML FED EIRAT FET BEY KRY

(P kshiEER 1..2384,; 2 U8, #d ki 410008;
3. B AR TS, #He Ky 410008 )

[(HZE] BH SHLEEER ARG (EPC) M3 0096 B 27 Rz PRI i, 236X EPC B9,
Frik EUEESHT 6 B EPC & AR R JLEIGI B MG KR S G2 7 il B, O LA [R5 R i BUR 5 111 IR
KT =R MG 2257, &R 6 BBILFB 16, & 56, RWERELS TIAEORY, 2612 WH
Rasmussen i & (RE) , 1 N EMERZIZE T AR (FCD) , 141 POLG JEH AL IS Alpers 545 1E, 1 4
b Angelman ZEGHE (AS) , 1 BEASSEMERIIE R, J5WIH R FH EPC AR/ A T F5 SRS A 30 S v i A
PG T AR A, A 4 Bl L EPC ZAEA H AR . A B3 HA B EPC LAAMSY R0 &4, iR
SAALHE FBIAE . BRI PRSI L RE . R AnE . MR ERERSE, H A RIRERRR . EPC RRZERT AR
BOREEH o I BILR SRR (MRD) 894 5% Z0, SRS HES . RZMK . )08 — iz 48 |
JRFR I JAREIE | RRIRINGESE . 3 B F AT PET/CT HIF & IR s A sl s A S AR . i L
i (EEG) B 5%, SR RIGSI M BINIEIX T | 2EkiEsikig vk, EPC RAER EEG BB 4 AT 51 |
W AG PN T BE EPC RAEX THURUR 25 ia T B EUES, AS [BJLR EPC AHXT A FE; FCD AL TR
FAEVIBRA , ARG RIEES], Rt LIIGEREG; 1 HH2Wrh RE EJL, 1rohaetE RiEERVIBRA , RJ5TC
KAE, R IREREY . Alpers ZEATERE TG s, 4518 EPC RAFRBRIBUR A ME2RA, LB H MR L
GoPE e S ARG B 32, TRYT T SRR L T A TS e T A

[ MEL /LRI, 2018, 20 (12) : 1008-1014 ]

[EBIA ] FREeMEd o MEmo ; WOmRRESeRA; R, IERaT; JLE

Etiology and clinical features of epilepsia partialis continua: an analysis of six cases

ZHANG Mu, TANG Zhen-Li, WU Li-Wen, YANG Li, WANG Xiao-Le, YIN Fei, PENG Jing, CHEN Chen. Department
of Emergency, Xiangya Hospital, Central South University, Changsha 410008, China (Chen C, Email: 985882728

qq.com)

Abstract: Objective  To investigate the etiology and clinical features of epilepsia partialis continua (EPC)
in children. Methods A retrospective analysis was performed for the clinical features, diagnosis and treatment of
six children with EPC, and the clinical and laboratory features and prognosis were compared between the children
with different etiologies. Results  There were five girls and one boy, with an onset age ranging from one year and
seven months to nine years. Two were diagnosed with Rasmussen encephalitis, one was diagnosed with focal cortical
dysplasia, one was diagnosed with Alpers syndrome caused by POLG gene mutation, one was diagnosed with Angelman
syndrome, and one was diagnosed with tuberculous meningitis. The latter two children had the predisposing factors for
acute encephalopathy induced by status epilepticus and craniocerebral operation during the onset of EPC, while the other
four children had natural progression of EPC. All the children had focal seizures except EPC, and symptoms included
automatism, bilateral asymmetric tonic seizure, deflection, complex motor, and autonomic symptoms, with disturbance
of consciousness in some children. EPC often lasted for several days or even several months. All children had
abnormalities on head MRI, including local abnormal signal, cortex swelling, diffusive brain atrophy or brain atrophy at
one side, local cortex thickening, and cortical necrosis. Head PET/CT scan was performed for three children and found
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local hypermetabolism or co-existence of hypermetabolism and hypometabolism. All the children had abnormalities on
electroencephalography (EEG), with cerebral, hemispheric, or diffusive distribution of abnormal electrical activities, and
during the onset of EPC, some EEG changes were recognizable and some were difficult to identify. All the children with
EPC were not sensitive to antiepileptic drugs. EPC was relatively self-limiting in the child with Angelman syndrome.
The child with focal cortical dysplasia underwent resection of epileptic foci and had good postoperative control,
without neurological dysfunction. The child with Rasmussen encephalitis underwent functional hemispherectomy and
had no attack after surgery, with neurological dysfunction. The child with Alpers syndrome had the worst prognosis.
Conclusions EPC is a special type of epileptic seizures. Immune inflammation and metabolic etiologies are the
main causes of EPC in children, and the selection of treatment regimens, treatment outcome, and prognosis depend on

Vol.20 No.12
Dec. 2018

ctiology.
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