- 54 . JUAL 2 5 2 & 2016 SF 5 22 £ % 5 # Journal of Pediatric Pharmacy 2016, Vol. 22, No. 5

FLAIR imaging in a patient with posterior reversible
encephalopathy syndrome (PRES) [J]. JBR-BTR, 2012, 95
(2):9597.

[34] HUGONNET E, DA INES D, BOBY H, et al. Posterior
reversible encephalopathy syndrome ( PRES): features on CT
and MR imaging [ J]. Diagn Interv Imaging, 2013, 94(1) ; 45-
52.

[35] VANACKER P, MATIAS G, HAGMANN P, et al. Cerebral
hypoperfusion in posterior reversible encephalopathy syndrome is
different from transient ischemic attack on CT perfusion [ J]. J
Neuroimaging, 2014. doi: 10.1111/jon. 12158.

[36] ZAKI S A, SHANBAG P.

poststreptococcal  glomerulonephritis as  posterior reversible

Unusual  presentation  of

encephalopathy syndrome [ J]. J Pediatr Neurosci, 2014, 9
(1): 42.

[37] LI-PING Y, BO Y, MING G, et al, Reversible posterior

leukoencephalopathy syndrome in child with hemolytic uremic

doi;10. 13407/j. enki. jpp. 1672-108X. 2016. 05. 019
JLEE 2K A F0M BIF 52 2L
FbE s EE

[PESES]IR742.1 [ STHR#RIZED ] A

Progress of Absence Epilepsy in Children

syndrome [ J]. J Clin Hypertens, 2014, 16(7) ; 538-539.

[38] ROY S, GANDHI A K, JANA M, et al. Recurrent posterior
reversible encephalopathy syndrome after chemotherapy in
hematologic malignancy-posterior reversible encephalopathy
syndrome can strike twice [ J]. J Cancer Res Ther, 2014, 10
(2) : 393-396.

[39] KAPINA V, VARGAS M I, WOHLRAB G, et al. Hippocampal
sclerosis and chronic epilepsy following posterior reversible
encephalopathy syndrome [ J]. Epileptic Disord, 2013, 15(4) .
451454.

[40] DATAR S, SINGH T, Rabinstein A A, et al. Long-term risk of
seizures and epilepsy in patients with posterior reversible
encephalopathy syndrome [ J]. Epilepsia, 2015. doi; 10. 1111/
epi. 12933.

(S F4)
(Wicki B 41:2014-12-27 &[0 A1 351:2015-03-25)

WAL (FERERFFMELEER, B 400014)

[ XE4S]1672-108X(2016)05-0054-04

Huang Zhongyan, Huang Zhi ( Children’ s Hospital of Chongqing Medical University, Chongging 400014, China)

JUEE S M E ( Children absence epilepsy, CAE) &
— A B RR R MR , LT B G b A RU X Bk
[F25 3 Ha 0 A BN s v R AR AE . FE LB, R
FiZEHR 0.4/1 000 ~0.7/1 000", 24 5 JL B EIR A 5% ~
15% ; K%K 5.8/100 000 ~7. 1/100 0002, Zr % K IR
RICB R RN 4 ~10 Z Z ], LL 5 ~7
BN BRI

1 SERDERE

FR4E 2005 4 B FR 4055 5 BE % (International League
Against Epilepsy , ILAE ) 555 73 25 b5 i, 5 2% B 2 A 1 9
3R =28 (1) AR A (TA) o 5% 5 1k 1 B R B AG
R HFEARHE , o] A A R R B 09328 Bl Ly, A6 P 2R
SR R BK D | BIAESE , K A0 IR T LSO ] 25 X AR
(493 Hz Zc A7 BRE oS 52 & i 3 A o R 2R B
(2) ANHLAY S 3 (atypical absence seizures, AAS), EE
TR RN R BEAR, FF S50 25000 b, 5 R

MR A SR CEE, KR8, S VR0 v B LA T2
P 1.5 ~2.5 Hz 12018 I T BRFAE, 15 516 3 70,
GIFZ RN LRI, U2 R AR Rk T R A
MR 5 B AR 4> B 0 B R 2R PR R AR (GTCS) 58, %
Lennox-Gastaut ZE&51iE (LGS) 22 L™ 5 AL ZE 30 . £
% 0L R IR 455 8 A TR S5 2 I =2 — o ALl e, [
JEW AAS FHELTF-Bt, AAS IR ITAHXT RIXE, TS 4 2,
UTAEAT B H2 A AR (rufinamide ) J2IRYT AAS fe A7
WSRO 25, 2 LGS R LU B iR T 24
Py ) PERRR T 2R e bl LI 28 2 2 )L 3
T EIRYT RMER) — R 2R S 1L, 5 Lo R R R 2y
20 1 IR A 5 R R AR FEE R K A |
IV AT BT B 2 45% RO RAERTA R 1%
J5 T AR AN S MR LR 2R
DAHRH 12 MR K 56 S0UR% Dy e i, 2R A 30 il e, 181 R Tz
3 ~6 Hz B sl Z Mg 2 &% . 15 CAE M LL, 722 mf
B, R B A AR

EE B . EPHE(1988. 10 ~ ), 2, Wik, FEMNFILTEMZ RGELFRHFST , E-mail; 1014069679@ qq. com,



U2 5 22 £ 2016 5% 22 % 5 3 Journal of Pediatric Pharmacy 2016, Vol. 22 ,No. 5 55 -

Bk A% ) CAE 2 WikRfE H Panayiotopoulos C P
1997 4E 1 e i, F 2005 4F TLAE SR44, 99 AbRifE. I
B (4 ~10 s) R IT, o ™ 5 R A2 Y LA
RMEAEBERT 4 ~10 %, KGR S ~7 % k1B
SRy Hh PRARRAE Sy 4 5 B (BRI B <2) (g R A
BRI 3 He 24 1T EE MO RR2E 4 ~ 20 s, HF4E
Al <4 s 30>30 s I ANHAVR s AR, BT A & I R kk
RAEW CAE LW AT RE G T Hofh 4 Bk R AR, HEBRR
HE R R AERTECR iR AE ) B GTCS LR ZE |
ARG R 1 J LR 2 5 Al e MR T 2 5 I Bk 2 o ( s
P S, oAt 5 Sk 50 R R 2 B se & AR
RIS ) s Z 0% (>3 AN) Bk S W & (<1 s),
Frgimt Al l<4 s <3 ~4 Hz BAS I LR £,

2005 4F B B2 bR AET RUE T CAE fOL R HL
2YW13A T O B e I S A [R5 | (E AT R T R
() CAE i2WibnifE it 74 , 5053 UL 2 RIHE

2 RFEHLH

JLEE R PR 2 LB () —F i WL | LA SR 2 i
KAER F, R MWL A 5E iR, KRB #R
RH , 353 4% DRI 28 X6 2R P 1) B0 VR FH A ™ o B B e o 222
VEFH , ELBH A A G35 (R A X6F iy 6 22 B HL 2 A 475 8% A2 B Rl
— RMEL, 35t A% 7 A T B R 98 AR AT 2 i 2 T
W% . 15% ~44% B 2P0 B8 LA 0 2 50, TG
JEACREAN LB AR IR

CAE KA 22\ R 5 4t Hr R 3% 15 4 0H 19 e i
BRI AT X R A N LR LA IL ) AR A
AIZE I (1) Ca™ A FHLH . Gambardell A 451 40
R H AR Ca™ 3l 1 S W B Cav2. 1
(P/Q ) i ik el AR 40 B A PN A Ca® ¥ B8 % 28 ik TG/ i
28 TC LA B i R J2 T R A, LR T A
SREEST o T RA R T i) =R A 7 89 G S
MR, (2)y-ZEE T W (GABA) Z RS T ALH 1Y 53
() GABA A3 4 F Ay LR 2 SR ) 15k £ 1 25 ) A
R 3 R ; GABA, 52K (GABA R ) T BE = 7 35
FAIUIN A AE, y-2 5 T IR 4R (GHB) iy GABA Ui ™
WY, A0S GABA R B ik Bz [ 38 B i 48 o0 7= A= i b
CERIVANES G T E o o ) R A A SR B D /N
GABA R /WL 25 TINVAITIRER £ ALl . (3) i
FENLH, FLFRES FEE 3 (Ca®™ .Cl7 Na' %) .GABAR
F GLUT-1 Slpa%s, Hodh T BU45 18 8 £ 4 CACNA1H
SEVDUBEN 1) 5 B3 A

AN LT S P Az A HIL D T B 5 2 780 2K e 8 A
B, JFC TR F AN o L T8 2 i AT A, AT R A T R
SN SYE 2B NI RER SR, FE AL pf
TN AY-9944 A5 AU AifF 5% v 2 7 o] BB 5 M AP 6 mE
GABA,R 5-2 (i hRgmerdA "

PEARRIE RN T R Si2 s EZ B2 5
VX PRI AT N A PN Ei b8 H NN <)

. Klitten L L 2/ BF5Y 7R, SYNGAPL K:PH i I fig S
W5 4G IR &R O, ELAE IURGEZE O RN

3 I AR4FAE | Fi FE &

3.1 W R4FIE

JLEE TSGR 1 SR 4 ~ 10 % R 1Y IE AR
KA F ILE BB 25 A & AR, LU 2K p R A R
FROE, B REOR 2 A RN E, BIRFFE2) 10 s, FF74L
s [] 32 0o B S, Gk R AR5 | 25 B N IR R 4%
B , 98 K 5% 1k 0 R B RS R LSRR AR AL 45 R
e KGOS S W AT M I IR, M R iR
AR A TC W 0 S H . AN O e R AR W D) R AR
BRI RS, Z A IS M e 58, R A
BN

HiTA B 25 IEse, JLE R siom 8 LA ERE T
R BRI T D) RE B A5, B 2K pih A AR 9 ) R4, R
{IBSRAEAE , 7] e 5 K B G5 I RE S8 A )

3.2 e

CAFE 1LY 3 )k S ) 45 X6 R ) 3 Ha 22 A7 R
NS A R, R AR RN (kg AR Al R T RE K
ST TR RRTELR], Sadleir L G 2™ 4307 T 339 14
CAE LA L IR AE S5 A5 H P38 K AR 9. 4 s
(1 ~44 s) , LEEAAGER 12.4 s 5515,

280 CAE R AEI R L 1A )32 %) 4 il L 750 e T
ASTHCRRL , HA ) Sy BB | 22 R R AN SR AS R 4
ORI T R | AN ML R IR J rl 0 L, KB4 1 ~2 A
S AL, T Y RO B S R p R AR R 3 ~ 4 S D
IR, K AELE AR AS LI R 50 2 A g B | DR AR 5
FEEANEO T, A N R R S S RWiE A
P S, ek T A R ) DRI Y6 B8 e 2 i e A S 4 )
ik 83% 219% " R AR TF S IE # , (H R AT eIl 5t
B2 R R e BRI TS e R e TR B e YT
P S SN,

4 HftHEXKMBRS S

T /AR S $U T (juvenile absence epilepsy, JAE) e
o T A 00 S M R A i E TR LU I R O R
TIE B3 T R AR AAESL A1 B AL A MRS B LR ZE |
GTCS, JAE KIS AH &, 8 A M K0 2 9,
(BT RETF A B ATHURMIAY T . Danhofer P %55 46 14]
SBE AT 5 AERATT , 4528 R 2 50% (1 JAE SB35 T A&
VEFERIAE | BA B m (T 251, S A E .

AR MRS (adult absence epilepsy, AAE) H 7l [
W AMIE 8 R AR A E & LEE D
ARSI A Bl A A 2 B I SO AN R, 5
CAE #HLE , AAE J FE I [i) 4, 2 11 o sk P B 2% i vl ]
N R AR R PR A K R kA, A iR GE R
PR B RO DU 25 ) N 25 SRR R R R



- 56 - JUAL 2 5 2 & 2016 SF 5 22 £ % 5 # Journal of Pediatric Pharmacy 2016, Vol. 22, No. 5

5 &7

JLEE 2R MU 76T H AR I ARRE IR ) 58 4 45 il
i L, P19 A L 9 2 A o B R R T R S I
PN 72 K ey G ey e N G e o= g X M 4 o2
1, TCIRYT 259 0 4= B 5 BN, T B B ) 245 W A e AN
RN, HETAT BG4 s A8 A EH T2
AT A y-E I T RS A Na' i 3E Al Ca™ 18
1, 7E CAE W16 S 253097 W PUBUR 259 2013 4F 5
ILAE SEHE 2R R T 925 B AN AR , 4 54
RN RE R T2, B T A A TE R, (R A B
EANPERE T NIV, BARVEE REHZ AR R
ZHANER RSB A SO E R M EE, BIHRCNIE,
WA SR PE3RIE ST 56 RO T 7 8 S 420
5.1 TSR IRER

CBE N X L O MR (1) 58 4 A8 R ) ] 3k
70% HFEA I HoAth 4 B BB B A AE R 2R 253097 B
e 2GR I MLE B AT AR 2, 2R 4
B AV /D Fr v PR SRR T 250605 308 3 A T, 2 1 bR
B, 305 K ki 3h e e 2 AL i s> R AR, TS IR R
SRRSO 259 , FLAE AL AT fE 23 in 4% i
AR B0 I M, T BB R GABA ¥R /E 11 GABA R
s 5 i J5 PEXT GABA RS, 52 Na* 38 i Al Ca™ 38
H, R IRLR A HEPUBIRTE R .

W& 02 Bl CAE B LG R W iR 5253897 i — 4k
254, Berg A T 45700 JL3E S MM 41 X BA B 52 Ik
o, VB BRI GG I697 R 2 i L 25 1 | 5 A G2k
TR ARE , o 58 R Fon 15245 )5 5 AR T & 1,
YRR RN IR 0 52 A AL, (B 3R G 1Y) 8 42 5%
FR R TN R, X g S 5 R Ik (RS A8 (9 1F 5 45
R—F, HETEWAIMLA R ZHIINN, Ghiss =5
CBEREAR L, T R IR 9T BB B B b & A R R
UL N AT AT A 2 B N B0 R ) BE RE RS D
DL (R P A 20 TN DGR R i e, N B
e PR HXEIF GTCS FHRURKLT .

5.2  #3¥ =% (lamotrigine, LTG)

LTG &AL AT 6 55 o SO Na* 38 38 A9 BH i
X, HErE NN IFIN R, LTC B 25757 CAE
ST RO HeAE B 2 50% ~ 60% , A 1] R 23 S 305 i
PEGE R R A AT R T G RR A Al Bh AT . AR
BUE BEALX BRI RIS L3R T B e TN R i 28 =
W 7 8RR I T 32 4 B L ph 280 BREZ W, 25 SR
TN ORI NGTIR LB = R A A, H O 3R R T B
TR A B/ I, 222

5.3 4wk E (topiramate, TPM)

TPM EA7 Z2E A AL, £ 45 25 i 38 B A %Ay
PR SO B3I A GABA BERR 28 T il 14 5 fioh 4% 326 1 0
FRTOCA TR IV GRS 345 CAE B JLA A TPM 35

7 . TESOHT I —3 CAE 8L TPM a5, 48
BLXT TPM A 547 (9T 32 4% , {2 TPM BR2453RYT CAE J7
HOREE™
5.4 /A T3 3 (levetiracetam, LEV)

LEV fEFHHLE AT fig 528 i s (A A 6, H
i E AN A D B ARGE LEV £ CAE #1456 5259097 1Y
AR B2 4, [ AN AT B 9 3 R A0 UR A Rk R A
50% 0 AR WA BFFEHREE , 6 4] CAE fELTE
LEV Gt e =" . pbsh, EAME AR, 1 f R &
TS R LA TN I RRIA T T e & AR AR S8, 45 1
JEREIR KK s, HOBAR L 5 TN DGR A5 1 B |
WA B = s B OG, (HAE flH LEV )5 ik
P s, RN AT AE 52 LI AL S g e

5.5 RZREEH%H

U BBOSE T TR G TR A VR R A 1 & R In  o —aie
25 AR R R, T IR BB R 4K
H

6 ¥iia

7EFE NSNS A RS B, BT L R o 1Y)
FE S W ERRPE A RCHEBR AR E R ], R &
PG e A SRR AE AN [ R AR ] 5 ™ A i B2 I
B, JLEE SR PO 1 R4, 38 1) 22 % 56% ~
849 7

ARG AR 1 2 o B v, W46 K A AR
W4 [ ALAE AR (3 % LAHT) (WAL (8 # LLE) ] BT
HoAth 2 AL IR A AE | TN 675 2 Fili e TR P i fRL 2 Ry
BMAER GRS R 2 R ER a8t (UADEE &
I FEL P P TR A SRR R Y A, B R R
N ET S S R 2Rk e iR R T
JEAR, WA i R, Bk 8L R R b
(3 2 LANARSE) i /2 2005 4Fi2 Wi bR, W) 1905 38475 I
2 AER I R XS I BT LA e R R Y
CAE 2 Witrife , b 21088 Wa A ER R R B o HERR
1E CAE i2Wioh , 2 H BT CAE A UG B 4 19 J5 R 22

WRTA WG , & CAE JRIT A B i a5 A 1E
IRIT AT B K el GTCS SR 28 & AE, GTCS K28k
A TE CAE 2R 5 ~ 10 4F )5 , T BE & e A XETaPE ) & 2>
AR NTURAE 2R 000 , 5 A Je S WL IR 28 A WU /s 135 AN A
KAEFS e i e P S R BB R B AT

AR CAE BFRAE R 000 , 15 0] G 800 B AL &
e AT RERE AT , AL 45 4 S DR 2E AR R AT T
145, BV A VR il e T BB AR AEAE ™ I, 30
W A BRI IR B E— 2 561 CAE LAY
il

Sk

[1] JALLON P, LATOUR P. Epidemiology of idiopathic generalized



U2 5 22 £ 2016 5% 22 % 5 3 Journal of Pediatric Pharmacy 2016, Vol. 22 ,No. 5

- 57 -

(2]

[3]

[4

[

[5]

[6

[}

—
3
[

[8]

[9]

[10

[11

[12

[13

[14

[15

[16

[17

[18

epilepsies [ J]. Epilepsia, 2005, 46 (Suppl 9) : 10-14.
OLSSON 1. Epidemiology of absence epilepsy. 1. Concept and
incidence [J]. Acta Paediatr Scand, 1988, 77(6) : 860-866.
PANAYIOTOPOULOS C P. Idiopathic generalized epilepsies. In:
PANAYIOTOPOULOS C P, ed. The Epilepsies:
Syndromes and Management [ M]. Oxford, UK; Bladon Medical
Publishing,, 2005.

VRIELYNCK P. Current and emerging treatments for absence

Seizures ,

seizures in young patients [ J]. Neuropsychiatr Dis Treat, 2013,

9: 963-975.

ALBINI M, MORANO A, FANELLA L, et al . Effectiveness of

rufinamide in the treatment of idiopathic generalized epilepsy with

atypical evolution: case report and review of the literature [ J].

Clin EEG Neurosci, 2014, 23. pii; 1550059414559940.
PANAYIOTOPOULOS C P. Childhood absence epilepsy [ EP/

OL]. www. epilepsy. org/etf/ childhood_absencehtml. 2000.

B, kAR, Bk, % JLEE S Mo 0 i PRI

AL BT 5 SIS W [ 1], SEHDLRHIG PR 2275, 2009, 24
(7): 529-532.

HIRSCH E, PANAYIOTOPOULOS C P. Childhood absence

epilepsy and related syndromes. In: ROGER J, BUREAU M,

DRAVET C, et al. Epileptic Syndromes in Infancy, Childhood

and Adolescence [ M]. 4th ed. Montrouge, France: John Libbey

Eurotext Ltd, 2005.

BLUMENFELD H. Cellular and network mechanisms of spike-

wave seizures [ J|. Epilepsia, 2005, 46(Suppl 9) : 21-33.

] GAMBARDELLA A, LABATE A. The role of calcium channel
mutations in human epilepsy [J]. Prog Brain Res, 2014, 213
87-96.

] i, XKLL, LT, 4. ARMEURMORUR AY-9944 B
RIBLEIBETE R ()], At ZSMRHR I E 235, 2010, 9
(5):472474.

] KLITTEN L L, M@LLER R S, NIKANOROVA M, et al. A
balanced translocation disrupts SYNGAPI in a patient with
intellectual disability, speech impairment, and epilepsy with
myoclonic absences (EMA) [J]. Epilepsia, 2011, 52(12):
190-193.

] BERNSON-LEUNG M E, MAZUMDAR M.
pretreatment EEG in  childhood absence
Neurology, 2014, 82(18) : 158-160.

] SADLEIR L G, FARRELL K, SMITH S, et al. Electroclinical
features of absence seizures in childhood absence epilepsy [ J].
Neurology, 2006, 67(3) : 413-418.

] PANAYIOTOPOULOS C P, OBEID T,

Differentiation  of absence

Journal club:

epilepsy [ J].

WAHEED G.

typical seizures in  epileptic
syndromes. A video EEG study of 224 seizures in 20 patients
[J]. Brain, 1989, 112(Pt) . 1039-1056

] DANHOFER P, BRAZDIL M, OSLEJSKOVA H, et al. Long-
term seizure outcome in patients with juvenile absence epilepsy;
a retrospective study in a tertiary referral center [ J]. Seizure,
2014, 23(6) : 443-447.

] ZHOU G, MYERS R, LI Y, et al. Role of AMP activated
protein kinasc in mechanism of metformin action [ J]. J Clin

Invest, 2001, 108(8) : 1167-1174.
] GLAUSER T, BEN-MENACHEM E, BOURQEOIS B, et al.

s

[19]

[20]

[21

[

[22]

[23

[

[24]

[25

[

[26]

[27]

[28]

[29]

[30]

[31]

[32]

Updated ILAE evidence review of antiepileptic drug efficacy and
effectiveness as initial monotherapy for epileptic seizures and
syndromes [ J]. Epilepsia, 2013, 54(3): 551-563.
BLOMQUIST H K, ZETTERLUND B. Evaluation of treatment in
typical absence seizures. The roles of long-term EEG monitoring
and ethosuximide [ J]. Acta Paediatr Scand, 1985, 74 (3):
409415.

BERG AT, LEVY SR, TESTA F M, et al. Long-term seizure
remission in childhood absence epilepsy: might initial treatment
matter? [J]. Epilepsia, 2014, 55(4) : 551-557.

MASUR D, SHINNAR S, CNAAN A. Pretreatment cognitive
deficits and treatment effects on attention in childhood absence
epilepsy [ J]. Neurology, 2013, 81(18): 1572-1580.
GLAUSER TA, CNAAN A, SHINNAR S, et al. Ethosuximide,
valproic acid, and lamotrigine in childhood absence epilepsy
[J]. N Engl J Med, 2010, 362(9) : 790-799.
FRANK L M, ENLOW T, HOLMES G L, et al.
(lamotrigine ) monotherapy for typical absence seizures in
children [J]. Epilepsia, 1999, 40(7) : 973-979.

GLAUSER T A, CNAAN A, SHINNAR S, et al. Ethosuximide,

valproic acid, and lamotrigine in childhood absence epilepsy:

Lamictal

initial monotherapy outcomes at 12 months [ J]. Epilepsia,
2013, 54(1) . 141-155.

PINA-GARZA J E, SCHWARZMAN L, WIEGAND F, et al. A
pilot study of topiramate in childhood absence epilepsy [ J].
Acta Neurol Scand, 2011, 123(1) : 54-59.

VERROTTI A, CERMINARA C, DOMIZIO S, et al
Levetiracetam in absence Epilepsy [ J]. Dev Med Child Neurol ,
2008, 50(11) : 850-853.

AUVIN S, CHHUN S, BERQUIN P, et al. Aggravation of
absence seizure related to levetiracetam [ J]. Eur J Paediatr
Neurol, 2011, 15(6) ; 508-511.

BELCASTRO V, CARABALLO R H, ROMEO A, et al. Early-
onset absence epilepsy aggravated by valproic acid; a video-
EEG report [ J]. Epileptic Disord, 2013, 15(4) : 440-443.
GROSSO S, GALIMBERTI D, VEZZOSI P, et al. Childhood
absence epilepsy: evolution and prognosis factors [ J ].
Epilepsia, 2005, 46(11) : 1796-1801.

CALLENBACH P M, BOUMA P A, GEERTS A T, et al. Long-
term outcome of childhood absence epilepsy: Dutch study of
epilepsy in childhood [ J]. Epilepsy Res, 2009, 83(2-3) ; 249-
256.

INCECIK F, ALTUNBASAK S, HERQUNER O M. First-drug
treatment failures in children with typical absence epilepsy [ J].
Brain Dev, 2014. pii: S0387-7604(14)00132-6.
AGOSTINELLI S, ACCORSI P, BECCARIA F, et al. Clinical
dissection of early onset absence epilepsy in children and
prognostic implications [ J]. Epilepsia, 2013, 54(10) . 1761-

1770.

[33] WIRRELL E C, CAMFIELD C S, CAMFIELD P R, et al.

Long-term psychosocial outcome in typical absence epilepsy.

Sometimes a wolf in sheeps’ clothing [ J]. Arch Pediatr Adolesc
Med, 1997, 151(2): 152-158.

(G FIRIR)

(ks H191.2014-12-29 &[] H 191.2015-02-03)



