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Study of pathogenic gene spectrum of benign familial epilepsies in the first year of life
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[ Abstract] Objective Benign familial epilepsies that present themselves in the first year of life include benign
familial neonatal epilepsy (BFNE), benign familial neonatal-infantile epilepsy (BFNIE) and benign familial infantile

DOI: 10.7507/2096-0247.20180049
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epilepsy (BFIE). We aim to investigate gene mutations and the relationship between genotypes and clinical phenotypes in
benign familial epilepsies in the first year of life. Methods We recruited families with benign familial epilepsies in the
first year of life at Peking University First Hospital from September 2006 to January 2018. Clinical information and blood
samples were obtained from probands and their family members. For BFIE families, mutation screening of PRRT2 was
performed by using the polymerase chain reaction (PCR) and Sanger sequencing at first. The PRRT2 mutation negative
probands of BFIE families were further screened for pathogenic mutations by targeted next-generation sequencing. The
probands of BFNE and BENIE families were screened for pathogenic mutations by targeted next-generation sequencing.
Results A total of 89 families with benign familial epilepsies in the first year of life were collected. Of the 89 families,
4 were classified as BENE, 7 as BFNIE, and 78 as BFIE. Genetic testing led to the identification of gene mutations in
68 families (76.4%), including 50 families had PRRT2 mutations (hotspot mutation c.649dupC was detected in 32 families;
€.649delC was detected in 6 families), 9 families had KCNQ2 mutations, 8 families had SCN2A mutations, and one family
had GABRA6 mutation. In the 4 BENE families, causative mutations were only found in KCNQ2, which was identified as
the causative gene in 3 families. The remaining one BFNE family was not detected with any pathogenic mutation. All
7 BENIE families had identifiable gene mutations, KCNQ2 was found in 3 families, SCN2A in 3 families, and PRRT2 in one
family. In the 78 BFIE families, gene mutations were identified in 58 families (74.4%), with PRRT2 mutations found in 49
families (62.8%), SCN2A mutations found in 5 families, KCNQ2 mutations found in 3 families, and a novol GABRA6
mutation found in one family. Twenty BFIE families were not identified with any gene mutations. In 78 BFIE families, 18
were subclassified as infantile convulsions with paroxysmal choreoathetosis syndrome(ICCA). 17 of 18 ICCA families
were detected with PRRT2 mutations (17/18, 94.4%). The remaining ICCA family was not detected with any pathogenic
mutation. Conclusions Our results confirmed that mutations in KCNQ2, SCN2A, and PRRT?2 are major genetic causes
of benign familial epilepsy in the first year of life in the Chinese population. KCNQ?2 is the major gene related to BFNE.
PRRT?2 is the main gene responsible for BFIE. KCNQ2 and SCN2A mutations are common in BFNIE families. GABRA6
mutation might be a new cause of BFIE. Identification of underlying gene mutation can be helpful for clinical diagnosis

and judgement of the prognosis.

[ Key words] Epilepsy; KCNQ2 gene; PRRT2 gene; SCN2A gene; GABRAG gene
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Tab.1 The clinical features and genetic testing results of 89 families with benign familial epilepsies with onset in the first year of life
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RAEGT ZRFER AR 20 LA I RS /2 B R U A ORI
Family ID Affected Members Age range at seizure onset Diagnosis ~ Gene Nucleotide changes/Amino acid change Reported/Novel
1 2 1~4d BFNE KCNQ2 ¢.1048A>C/p.N350H i
2 3 2~3d BENE KCNQ2 ¢.242T>C/p.L81P &
3 3 3d BENE KCNQ2 ¢.2506G>T/p.E836X R
4 2 1~2d BFNE [0 - -
5 3 25d~25m BFNIE KCNQ2 €.958G>A/p.V3201 &
6 8 2d~6m BENIE KCNQ2 c.998G>A/p.R333Q Pt
7 2 5d~35m BENIE KCNQ2CHRNA4 F Btk 2
8 2 6d~2m BENIE SCN2A €.2674G>A/p.V8921 P
9 6 3d~3m BENIE SCN24 ¢.2872A>G/p.M958V i
10 6 25~3m BENIE SCN2A ¢.2627A>G/p.N876S i
11 2 2~25m BFNIE PRRT2 ¢.649 dupC/p.R217PfsX8 &
12 2 1~35m BFIE PRRT2 .649 delC/p.R217EfsX12 &
13 4 3~6m BFIE KCNQ2 ¢.775G>A/p.D259N =
14 19 45~12m BFIE PRRT2 ¢.649 dupC/p.R217PfsX8 =
15 3 4~5m BFIE PRRT2 ¢.649 dupC/p.R217PfsX8 =
16 3 2~6m BFIE PRRT2 ¢.649 dupC/p.R217PfsX8 b=
17 3 3~6m BFIE PRRT2 .904 dupG/p.D302GfsX39 &
18 5 45~6m BFIE PRRT2 ¢.649 dupC/p.R217PfsX8 &
19 3 3~12m BFIE PRRT2 .649 delC/p.R217EfsX12 2=
20 3 3~12m BFIE PRRT2 ¢.514_517 delTCTG/p.S172RfsX3 =
21 2 4.5~6m BFIE PRRT2 ¢.649 dupC/p.R217PfsX8 =
22 2 6~7m BFIE PRRT2 ¢.649 dupC/p.R217P£sX8 IE
23 10 4~6m BFIE PRRT2 ¢.649 dupC/p.R217PfsX8 &
24 2 3.5m BFIE PRRT2 ¢.649 dupC/p.R217PfsX8 b=
25 2 4~45m BFIE PRRT2 .649 delC/p.R217EfsX12 =
26 8 2~12m BFIE PRRT2 ¢.649 dupC/p.R217PfsX8 =
27 3 4~45m BFIE PRRT2 ¢.649 dupC/p.R217PfsX8 =
28 3 5~8m BFIE PRRT2 ¢.649 dupC/p.R217PfsX8 b=
29 2 35~4.5m BFIE PRRT2 .323_324 delCA/p.T1088fsX25 &
30 3 6~65m BFIE PRRT2 Jr Bk b
31 2 4m BFIE PRRT2 ¢.649 dupC/p.R217PfsX8 =
32 2 35m BFIE PRRT2 ¢.649 dupC/p.R217PfsX8 =
33 2 5m BFIE PRRT2 ¢.649 dupC/p.R217PfsX8 =
34 2 4~6m BFIE PRRT2 €.629 dupC/p.A2118fsX14 Pt
35 2 5~6m BFIE PRRT?2 ¢.679 C>T/p.R227X =
36 2 5m BFIE PRRT2 ¢.649 dupC/p.R217PfsX8 b=
37 2 11~13m BFIE PRRT2 ¢.649 dupC/p.R217PfsX8 =
38 2 7~8m BFIE PRRT2 ¢.649 dupC/p.R217PfsX8 =
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k1
REMT X REH R HIRAEI W HORFER TR /= R s RO RIE
Family ID Affected Members Age range at seizure onset Diagnosis ~ Gene Nucleotide changes/Amino acid change Reported/Novel
39 4 6~8m BFIE PRRT2 ¢.649 dupC/p.R217PfsX8 =
40 2 4~45m BFIE/ICCA PRRT2 ¢.649 dupC/p.R217PfsX8 =
41 3 4~55m BFIE/ICCA PRRT2 €.649 delC/p.R217EfsX12 2
42 2 7~12m BFIE/ICCA PRRT2 ¢.649 dupC/p.R217PfsX8 P
43 2 4m BFIE/ICCA PRRT2 ¢.649 delC/p.R217EfsX12 2=
44 4 5m BFIE/ICCA PRRT2 ¢.649 dupC/p.R217PfsX8 =
45 4 45~6m BFIE/ICCA PRRT2 ¢.649 dupC/p.R217PfsX8 S
46 3 3~4m BFIE/ICCA PRRT2 ¢.649 dupC/p.R217PfsX8 =
47 2 8m~3y BFIE/ICCA PRRT2 ¢.649 dupC/p.R217PfsX8 &
48 3 6~12m BFIE/ICCA PRRT2 ¢.649 dupC/p.R217PfsX8 P
49 2 5~6m BFIE/ICCA PRRT2 ¢.560 dupT/p.Q188AfsX4 7
50 8 1~35m BFIE/ICCA PRRT2 ¢.649 dupC/p.R217PfsX8 =
51 2 2.5~6m BFIE/ICCA PRRT2 ¢.649 dupC/p.R217PfsX8 S
52 2 5~8m BFIE/ICCA PRRT2 €.649 delC/p.R217EfsX12 JE
53 4 3~4m BFIE/ICCA PRRT2 c.1023A>T/p.X341C 2
54 3 3.5~4m BFIE SCN2A ¢.668G>A/p.R223Q s
55 11 3~55m BFIE SCN2A ¢.752T>C/p.V251A 7
56 2 3~35m BFIE SCN2A ¢.1307T>C/p.L436S i
57 2 3~35m BFIE SCN2A .4835C>G/p.A1612G &
58 3 14m BFIE SCN2A ¢.1737C>G/p.S579R &
59 2 7~12m BFIE KCNQ2 €237T>G/p.N79K 7
60 2 9m BFIE KCNQ2 ¢.1510C>T/p.R504W %
61 2 8.5~9m BFIE GABRA6 ¢.523G>T/p.G175W 7
62 3 7m BFIE [ - -
63 2 6m BFIE [ - -
64 4 11~12m BFIE 31 - -
65 2 10m BFIE 3 - -
66 2 4m BFIE 34 - -
67 2 3~11m BFIE [ - -
68 2 7~8m BFIE [ - -
69 2 8§~12m BFIE 31 - -
70 2 6~8m BFIE 31 - -
71 3 3~12m BFIE Yl - -
72 2 9~12m BFIE [ - -
73 2 6~7m BFIE [ - -
74 5 8 m BFIE [ - -
75 2 9.5~12m BFIE 31 - -
76 3 7~8m BFIE 3 - B}

77 2 6~7m BFIE Y5k - -
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78 2 4m BFIE 4

79 2 7.5m BFIE/ICCA itk

80 6 3m -~ 2y BFIE PRRT2 ¢.649 dupC/p.R217PfsX8 2

81 2 8~10m BFIE 534

82 2 3~4m BFIE PRRT2 ¢.649 dupC/p.R217P£sX8 IE

83 7 4~7m BFIE PRRT?2 ¢.649 dupC/p.R217PfsX8 &

84 2 4~8m BFIE/ICCA PRRT2 c.913G>T/p.G305W w

85 4 3~4m BFIE PRRT2 c.649C>T/p.R217X s

86 2 6m BFIE PRRT2 ¢.649 dupCC/p.R217PfsX13 &

87 9 4m BFIE PRRT?2 €.294 delC/p.C99AfsX16 i

88 2 11~12m BFIE 4

89 4 5~8m BFIE/ICCA PRRT2 c.718C>T/p.R240X b

W d, Ks m, H; v, &
ICCA, S JUISUIR B M 2 M SR T 2 Ak i

BENE, RPEZWMB A LW ; BENIE, RAEZIEMERTAE)L- 2L ; BFIE, RPEZG0NE S LIS ;

Notes: m, month; y, year; BEFNE, Benign familial neonatal epilepsy; BENIE, Benign familial neonatal-infantile epilepsy; BFIE, Benign familial

infantile epilepsy; ICCA, Infantile convulsions with paroxysmal choreoathetosis syndrome

3.1.2 BENIE R A2 AR X L5 4R 74 BFNIE
K AR HE R 548, Horp PRRT2 5878 1 M5
%, KCNQ2 751 SCN2A RAEK 3NKER . 74
BNFIE ZRMEREILE 2, KR 6 #4751 MO
T KCNQ2 %875 ¢.998G>A/p.R333Q., %K Z LA
8 sz R, Hrh 7 =z RE LR 2d~6 M HIF
U B &R, 7E 1 B RS, B hissh k8B
EH . A FRGIEEAE 2 d TG U &
Vi, FBONMEIR RN, 3 % I EEG 48278 H 30 T i
I O 1 L RF SRS (Electrical status epilepticus
in slow waves sleep, ESES) , f# JH ZFHuiliin 25910
SR, L T P ENE s kB IRIE, 28
J R RPN, 7E 8 2 1 AR EEHITSR
fi . LI KCNQ2 %27 R333Q, %57 L L
HHACE . BILACRERACY R4 LEoR, & 7
BHIRBIER . RAE7A 26285, FhiEshk
BYIER ., —RNFEIRR 7 WIEHE F7E
KCNQ2 B:R 5 F Bk, v Bei R id 20 1
SPITHY CHRNA4 5[5 . SR H] MLPA Bk & 3R, %
B VI L B KCNQ2 I Fl CHRNA4 FE [F iy 438
ST . MLPA Rl & 3 5eUE# 2 AL WA7 A 5 SEiE
FHIF R KCNQ2 F1 CHRNA4 X Fr Be ke, SeiiE
T B el Z ARSI Z AR AR [R]

313 BFIERXR A2 AR ZEH,MER 1 781 BFIE

FET, A 58 EF KM H %A (58/78,
74.4%) , H:tf PRRT2 JER R AF 49 4~ (49/78,
62.8%) , SCN2A JEH%E7E 5 4>, KCNQ2 R %712
3/, GABRAG6 REHRAL 14, HA 20 MK REAKL
MEURFN . 7E 78 > BFIE X & W, H 18 MHEZ
Al gk —2 Wl ICCA, Hirp 17 AN & ¥ PRRT2 %
KIZ278 (17/18, 94.4%) , Hix 1 DR R AR K INEOH
FEN ., 78 /4~ BFIE KX AR K ILIA 3,

3.2 15 HEFHN R ERKEFRRAIEREE S
3.2.1 PRRT2ARRERZARES>H KWK
£ 50 M5 PRRT2 RAFIZ R AL 14 FioR
[FfY PRRT2 5878, HA FE RS A% 5848 8 B, T LR
AR 3B SCSRAE 1R AR BT EAR 1 RS
R R Bk 1 Fh . K 2 30 (BFIE R &) HISCIEHR 1T
PRRT2 $£[H Sanger Ml 7oA & LS4, Bifg — AR
AT R IR PRRT2 G 555 7 Beih k2R A 067
{37 T chr16: 29824376-29825959, fift 2 i+ BE 25K
1583bp. FoilE# B HLAEHEHT AR [R] 58 A48 (RS AFI4
RAERMGHAEFE ML) , FeubH S AR AL A
[ 248, RIRAFCIEH Z L DNA, ARHF5EA 32 4
KA PRRT2 FEHN#E RAE ¢.649dupC/
p.R217PfsX8, difilTH PRRT2 RAZAMHER R K
64.0% (32/50) ; 6 DHE R RAE c.649delC/
p.R217EfsX12, {5 T4 PRRT2 RAMHER R K
12.0% (6/50) o AW LI 5 Fh i A& UL E 1Y
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Fig.1 Pedigrees of 4 families with benign familial neonatal epilepsy
O: ZMAEZRE; @ LRI EIIWREY; 7. SAIRFoRiEd; 0. BHEZRE; m BEREZEE &£
LI s m: FORRAER; +. FOREFAR

KRS
1 1
I I 718 910
m
i 181920 2122
v
\% 10
I I
I I
m
m
“*% 10
I I
il + +/+ 1 2
I i i
m/+ +/+m/+ +/++/+ +/+m/+ m1/+ +%+
Ul m
1
m/+

B2 7/ REREEHREIL-ZBILBARENRERE
Fig.2 Pedigrees of 7 families with benign familial neonatal-infantile epilepsy
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Fig.3 (continued) Pedigrees of 78 families with benign familial infantile epilepsy
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Fig.3 (continued) Pedigrees of 78 families with benign familial infantile epilepsy
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Fig.3 (continued) Pedigrees of 78 families with benign familial infantile epilepsy
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PRRT2 7% (¢.560dupT/p.Q188AfsX4, c.679C>
T/p.R227X, ¢c.649dupCC/p.R217PfsX13,
¢.294delC/p.C99AfsX16. ¢.913G>T/p.G305W) . %
# 50 N ICCA K&, MK RMEIEH N —4
PRRT2 N E GARAERE, Hh— P RERE
c.649dupC/p.R217PfsX8 it f& H H. /& PKD B3k,
P — AN RAT ¢.593_594delCT/p.P198REsX26 jitf%
HOICIEAR BB SE . K& 50 SCiE & IR LR =
2 B IFARBURE K, ZIEFF R IR 57
FIRIT, RIRBETIRTZE L 2 2 4 4, B
4N A RN, BEIERIER, 65 REWMEET
[ JL3E o

322 KCNQQARREEZRZARAESH  ABIF
LI 9> 1 2 AL 1Y R S TR K 2 5 1
KCNQ2 275, H:rp BFNE. BFNIE #1 BFIE £ 3 M5
Fo O MEFRMN 9 PR KCNQ2 27%, Hrp
A8 TC L GEAE 1 i, B L5RAE 7 BRI Bk
15, 6 KCNQ2 9872 AR HE HIHT 7S (c.1048A>
C/p.N350H, ¢.242T>C/p.L81P. ¢.2506G>T/p.E836X.
c.958G>A/p.V3201, c.237T>G/p.N79K i
c.1510C>T/p.R504W)

323 SCN2A AW R EXRFZFABAA M AR
ML IR 8 N5 B Mg SCN2A 287, Hirf BENIE K &
34, BEIER R 51, 8 MK AT 8 FIUR[FIAY SCN2A
B LR, Ho 6 ROy ARHGE BT SR AE (¢.2627A>
G/p.N876S . c.2872A>G/p.M958V, ¢c.752T>
C/p.V251A. c.1307T>C/p.L436S. c.4835C>G/p.A1612G

A ¢.1737C>G/p.S579R)
324 GABRAGARRERZARNAESH KIS
KM 1A BFIE ZHR (K F 61) #ai KA M
GABRA6 KR 587% ¢.523G>T /p.G175W., %K R
UEE MHBEA TS 8.5 DA ~ 9 /N H IFIhH H S
RAE, BHILE 1 ZHETRERES, B8 kTIER
(FEUEH AR KBTI N 5 %) o JeiEH M aH
BB AR 2848, B AN AT, AR A
L) GABRAG HE R Z RN &8 G175 R EEIRST - 1%
RATE NSRS EL N B4 e (HGMD) | b 141
A A BUIE T (ExAC) AT S (A 20 B8 1%
(1000G) H# AR WHIE . XS 104 £ H EIE
GRONEUNE LI %1
33 15 HIRFHRERKEFRNNERRE SRS
XS

AWF5E KCNQ2 F#:F 2875 1] LT BENE, BENIE
M BFIE KR, 761X = MR R A9k H R 50008
75.0% (3/4) . 42.9% (3/7) F1 3.8% (3/78) , H.if¥E
BENE ZX & WA HH e . SCN2A JE R 2842 7] I,
T BENIE 1 BFIE X %, FEIX WP 5K & b i far 52
A3k 42.9% (3/7) F 6.4% (5/78) , Herf 7E BFNIE
FEZTHIR R 5% 5 (3/7, 42.9%) . PRRT2 2875 1]
ULF BENIE #l BFIE K &, TEiX BFP K Z ik i
RO R 14.3% (1/7) F1 62.8% (49/78) , Hidh e
BFIE K A&k i . AW B 1 4> BFIE
KA GABRA6 FEH %45 (1/78, 1.2%) o PRRT2,
KCNQ2. SCN2A #l GABRA6 H:[H %75 58 & W1



TR 2 & 20184F7 H 55445 543

BFNE. BENIE Fll BFIE Z & T (5 19 L 1) LI 4.
4 THe

4.1 15 EIEFRHNRMEREERFNERERTK
HERBXHREE

AAFFRLER IR, 7E 89 MREAW, BIRAREE
R R 76.4% . X — 25 FMEAR T Zara %" A9 45
A, AL R BRI AR K R R 89%, AHICHY
Hw H N5 PRRT2,. KCNQ2. SCN2A Hi
KCNQ3ZE[A . AW 1 2 Hiidn i KA 005 M1
i A MY SE K 4045 PRRT2. KCNQ2. SCN2A Hl
GABRAG.

TEAMGE 4 4~ BENE X &R, A 3 K ZR K
H KCNQ2 L R74F . KCNQ2 FE[H AT FE e
— 5 BENE 692N . Xt W] KCNQ2 H: A J&
FXE BFNE KR R EHUR I . REARBIE P
BENE K RAHEARBR /N, XANEEHRE Zara A
Grinton 2RI Y45 F IR —2Y . Zara %°7E 8 4
BFNE Z &AM A 7 M HEF W KCNQ2 HH %
A% . Grinton %" & ¥ 80% BENE F & 17
KCNQ2 %87% . Grinton 2" BYWF 5% 38 & B /0%
BFNE K A& #H7 KCNQ3 A Ml SCN2A A5, #R
M, 2A8F5 BFNE X RZH R LM A KCNQ3 H
SCN2A 75, X FEW], KCNQ3 Fll SCN2A W] fE &
BENE ()70 WL 850 3L A

AWFFEH Y 7 4 BENIE % 2 44600 1 30 28
A5 FKEFEE A KCNQ2, SCN2A Fl PRRT2 A .
SCHRHE, SCN2A JEPH - BENIE fi4 3= 80
RE A SCHR i , KCNQ2 F K & BENIE AYEU 3
PR ARBFE R LT SCN2A 275 Fl KCNQ2 7%

100%
90%
80%
70% |
60%
50% |
40%
30%
20%
10%
0%

14.3%

42.9% uPRRT2

BKCNQ2
SCN2A

B GABRA6

A

et

120

BFNE (#n=4) BFNIE (n=7) BFIE (n=78)

El4 BFNE.BFNIEFIBFIEZ % H1IPRRT2. KCNQ2.SCN2AFI
GABRAGEFE FREFR & K LL il

Fig.4 Detection rates of PRRT2, KCNQ2, SCN2A, and
GABRAG6 mutations in families with BENE, BFNIE, and
BFIE

*303.

- WTF 34~ BENIE K & (3/7, 42.9%) , iX W SCN2A
FERIFT KCNQ2 J: K 1 /23K 15 BENIE Y 8 22 80 5
o ARWFFE L P 1 8L ) BENIE %X 5 A KCNQ2
M CHRNA4 JEH | B’k (K& 7) . CHRNA4 %
PRl 2R 78 LRI 5 H Y o R Sl M 35t % 1 12 ) A
PR A", BEAE Kurahashi "B iRkiE, B &
KCNQ2 J:[H I 5 HAHAS ) CHRNA4 FEH 1 | B ik
QoA DL S BRI BENE, A M2 EH T
CHRNA4 JEH A8 F 5 ADNFLE £, HFf )5
Pascual 2" HiE, B KCNQ2 HEH M 5 HARLR I
CHRNA4 FEH B Befit R n] LS BOH A LI
WL LR B G . ATRFEZR 7P H 2 5% 2
HYFRBA A L B LR RO, o
18 ) R B T 5 FVE G €0 AR S M 35 A% 19 73 [ 491 -
SR, SCERRGE, PRRT2 28788 S50 I B e 45
BRI A RO AR SE K B—~ BENIE &
F Y5 PRRT2 £ 27 ¢.649dupC, 1% FK & H Wi
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Seizure arising from ventral motor cortex and DEPDC5 gene mutation
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Epileptic center, Guangdong 999 Brain Hospital, Guangzhou, 510520 China
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[ Abstract] Objective We report a special case to explain seizure semiology and epileptogenic network of seizure
arising from ventral motor cortex, and to explore Focal cortical dycplasia (FCD) features on MR of epileptic patients with
DEPDC5 mutation. Methods A drug-resistant focal epilepsy patient with DEPDC5 mutation was underwent a detailed
presurgical evaluation. The epileptogenic area(EA) was localized with SEEG and removed later by surgery. Related
literatures were thoroughly reviewed. Results Subtle FCD of ventral branch of inferior precentral sulcus(IPv) on
MR(1.5T) was noticed. With SEEG recording, seizure onset zone was detected on IPv with the probable lesion, early
spreading to anterior insula, central operculum and ventral precentral gyrus. According to the architectures of ventral
motor trend, seizure semiology with evolution from contralateral dystonia to ipsilateral chorea movement could be better
comprehended. Seizure was controlled after totally resection on the sites of IPv, anterior insula, and central operculum.
Pathological change was FCD type I. Other literatures reported that DEPDC5 mutation related FCD may be located in
motor system, and seizure onset could also be in anterior insula cortex besides motor cortex in other SEEG cases.
Conclusions Early contralateral dystonia and chorea movement could be definite figures of seizure arising from inferior

precentral sulcus; DEPDC5 mutation maybe a clue to find subtle FCD in motor cortex.

[ Key words] DEPDCS5 mutation; Ventral motor cortex; Seizure semiology; Focal cortical dysplasia
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Fig.1 Scalp EEG
[ BB 2 BRSO, 25 PR IX 3 (RFfE] . 15s)

Interictal discharge: left hemishere, parasaggital prominent (Time constant 15 s)
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Fig.2 Seizure semiology
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MRI shows subtle blured demarcation of ventral branch of inferior precentral sulcus (IPv) cortex

El4 &% FDG-PET K&
Fig.4 FDG-PET of patient
FDG-PET /R ZE M SMA , MCC ARHAR s 724 o o X B2 A R AR IX
FDG-PET shows hypometabolism over left frontal central operculum region, SMA and MCC region
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Fig.6 SEEG planning and seizure onset contact
a SCMERBE BT IS A B8, Co PORBTIAR BE P AR-rh A S 88, B AR S AR S5 e _LEE, M. TRLE/NRT
MR- G SN ] (R ) , O W R AT AR — L BF By 4 Al (R A MR AR ) | Po v i [ A e -4 %7 v 2 9 - - A 0 T
(pre-SMA) , R: % b [0l i 88— i 8- J 4 [l 5 UK, S 2 vl i [o] i f-4niafi iy L BE (SMA) , T #E [ul rpif-S 5 A< Iml, we 38
B ER-FER R LT, X BRI = - B AN GRAED , Y S D] B ER-THEE — SR ] (RHE) , 2. B - A A -
W GRHA) , SCAE 1 il B AR AR il i C9-115b ~ d 7R C10 fill i BT 7S5
a. SEEG scheme: A: Temporal pole-Amygdala; C: Posterior bank of precentral sulcus-MCC; F: MFG-ParaCGS; M: SPL-CGS-MCC; O:
Central operculum-Superior paralns sulcus; P: Precentral gyrus—PreSMA; R: SMG-PCCd; S: Postcentral gyrua-SMA; T: MTG-Posterior

long insular gyrus; W: STG-Inferior parainsular sulcus; X: IFG triangular part-Anterior insular; Y: SMG-Anterior long insular gyrus; Z:

Mesial preprontal cortex—Rectus gyrus. Seizures onset from contacts C9-11; b ~ d shows the structure that C10 located
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Fig.7 SEEG interictal discharges
BRI : S5 —41 Co-11, FFLEEpB L ; 24 02-7, S11-14, Y4-8 (IH[A]: 155)

Group 1: C9-11 persistent spike-waves; Group 2: O2-7, S11-14, Y4-8 near continuous spike-waves (Time constant 15 s)

* EEG SZ * aura

Ipv

Ins-a

Central-
op

Ventral-
prCG

Ins-p

Parietal-
op

EcG

R dystonia * hypermotor*

B8 MBIk RE a e E
Fig.8 SEEG ictal discharges
RAEWRLG CO-11>FMIY HE 02-7, S11-14, Y4-85Y2-3 (HffAl: 30s)
EEG onset of spikes burst on C9-11->Early spreading to O2-7, S11-14, Y4-8->Y2-3 (Time constant 30 s)
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B9 EMEzsXFEHEEX
Fig.9 The ventral trend premotor and motor areas

1 AR SR _L A VR T S A B B S ProM X, B il Ak A% L 548 (core) MR E] M1 J2 BT, EZES5H4 (belt) 12 81T X BA6VC/6VR,

DA SR ZER (root) k¥4 T ProM X, SITBRIE G Xk

These areas originate from the proisocortical opercular area ProM. These areas are designated as precentral-MI (core), premotor-6VC/6VR (belt),

rostral opercular-ProM (root), and G-gustatory area
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A case of early onset epileptic encephalopathy caused by mutation of PIGA gene
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[ Abstract] Objective
encephalopathy (EOEE). Methods The clinical materials of a EOEE children with PIGA gene mutation who admitted to

To investigate the relationship between PIGA gene mutation and early-onset epileptic

Guangdong Sanjiu Brain Hosipital Epilepsy Pediatric in March 2016 were retrospectively analyzed. The databases of
Wanfang, CNKI and PubMed were also reviewed to give a summary. Results The child’s onset age was before 1-year-
old, who has a family history of epilepsy. Electrophysiological and clinical diagnosis were EOEE, auxiliary examination of
genetic metabolism, urine organic acids, blood biochemistry and other tests showed no abnormalities. Epilepsy gene
detection found that PIGA gene has a new missense mutation, in line with the X-linked inheritance. The mutations leading
to EOEE has been reported in foreign literature, but rarely reported in China. Conclusion The new mutations of X-

linked PIGA gene are more likely to be the causative genes of some.

[ Key words] Early onset epileptic encephalopathy; PIGA gene; New mutation
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Fig.1 After 6 months of birth, the video-EEG

2 BILHER1% 10N ARRKEE
Fig.2 Vedio-EEG of Children 1 year and 10 months after birth
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B3 BILHER6MA1F 4MAR 1S 10 A kAigri iR
Fig.3 MRI of 6 months, 1 year 4 months and 1 year 10 months after birth

a. T2 FLATR K T2 $ifz IR (6l 5 JE s b. T2 FLATR B T2 Bl 000K 3R 1 S0 2>, U0l i 22 &1 L /s iR I T2 S (s 5 0,
FLAIR J¥ 9 555, #E CRVA MR S Mg 5, LAXSUONASRBnt B Sk, g T Ra ) T2 1, ORI AR T T AR 200 5 . UM DR i~ ok 14 3 fv
B, XU 2 JE R RS T2 SR 552, FLAIR PRI RS, #5 LIA . R B Ribdeg v, LIS ATE i 1 S, 25 W el il j T
B, DRG] AR, A DL [l T

a. MRI T2 FLAIR and T2 axial compartment luminal formation; b. T2 FLAIR and T2 axis bilateral cerebral hemispheres white matter is less,
showing signs of long T2 abnormal signals around the lateral ventricles. FLAIR sequence showing high signal, supratentorial sulcus, brain fissures
and cisterns widening, bilateral frontal temporal lobes prominent, and transparent compartments forming. The corpus callosum was significantly
thinner; c. White matter in both cerebral hemispheres was less, the long T2 abnormal signals appeared around the bilateral lateral ventricles, the
FLAIR sequence showed high signal, the supratentorial sulcus, brain fissures, and the cisterna were widened. Obvious bilateral frontal temporal
lobe, transparent compartment cavities formed, the corpus callosum became thin, the same situation as before
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Fig.4 PIGA gene test results of children and their parents and sisters
a. UL PIGA #:N (fif i chrX: 15349812) LSRR L : c.241C>T; AEFAM.: Jofrs b BILIUK PIGA 2 (i chrX: 15349812) A8
UL c240C>T; BRFAL REESR; o BILEEE PIGA I (fii# chrX: 15349812) B5IKNL: c241C5T; BREM: J4; d
SBILIHIH PIGA BE[H (fiLF chrX: 15349812) SN c241C>T; LFIM.: Jeh
a. PIGA gene (position chrX:15349812) variation in children: ¢.241C>T; variant type: heterozygous; b. the father's PIGA gene (position chrX:
15349612) variation: ¢.241C>T; variation type: no abnormal; c. the mother's PIGA gene (position chrX: 15349812) variation: ¢.241C>T; variation

type: heterozygous; d. elder sister PIGA gene (position chrX: 15349812) variation: ¢.241C>T; variation type: heterozygous
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The study of psychological behavior change and the quality of life in children with
epilepsy
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[ Abstract] Objective We studied the change of psychological behavior and quality of life in children with
epilepsy, to explore the treatment strategy to improve their psychological behavior and quality of life. Methods Collected
forty children with epilepsy from Hebei General Hospital during March 2015 to October 2015 and 40 normal children in
this study. "Epilepsy patients quality of life scale", "Daily life ability scale" and "Sense of uncertainty in hospitalized patients
disease scale" test were performed to the participants. The difference of daily psychological behavior ability, sense of
uncertainty in illness and quality of life between the two groups were analyzed. Results The epilepsy children’s daily life
ability and the quality of life are lower than normal children (P<0.05), the disease uncertainty is higher than normal
children (P<0.05). Conclusion The epilepsy children had serious psychological and behavior disorders and lower life
quality. Some medical intervention should be taken to alleviate the psychological burden, improve the ability of daily life,

reduce the uncertainty in illness, and comprehensively improve the quality of life of children with epilepsy.

[ Key words] Epilepsy; Children; The quality of life; Ability of daily life; Uncertainty in illness; Score

W LB Y WL 18 P 22 R G,
KIHLIE IR YT o Hh 00 A A AN R 080 1 4
O EILRH IR 25 A A= AR, A BRI IR AT

DOI: 10.7507/2096-0247.20180052

HEeHE: ThEREITRTE (162777209) 5 T4 AHH R E
)T IR AL (20170248 )

#EHEH: 4, Email: guofei620901@aliyun.com

XG0 A . L 45 i R L0 B AT AR
T3 AN RS B8 BOIR 1677 S 00 5 PR X o 22 AR
SR E , X — VAR TR L OB 1525 F0
H B AT 0 RE T 75 B K Jg, b Rbisl £ L H AR
TR AR . AT X 40 PR LY 40
AR ILE H W AR RS | A8 B SR AN E
JEHEATIE T LU, 3B Z B ARG, FETHARTT
X


http://dx.doi.org/10.7507/2096-0247.20180052

320

1 ARETIE

1.1 —fR&ER

HAE 2005 4F E PRpUisig B (ILAE) X 1Y)
WibRiE, WEETE 2015 4F 3 H 2015 4 10 H AfE
WA N R B BEIR YT 1045 A i [ M 500 12 W b 1
(L 40 BIVE AR AL, 5 26 19, <o 14 B, 4%
4~13 %, W1 (8.9+3.6) ¥ . Wi KAFBANIR,
SRS (7.143.3) & o i 2 ~ 114F, FHE
o (4.842.6) 4, BPNARTF . EFMEHEKBIRAMW
Ff Ko LA 4R 254 (AEDs) , ¥R T 2.33 Fh
AEDs, JRZyIHE] 1.5 ~ 11 45, 14 (4.9+2.5) 48, 1]}
ANBETE WO & AE . BEALIZERE B PR (g B i 4k X I
WL 40 BAE X EA . B 16 ], 2 24 B, 4F
Wa~13%, P (7.8424) %

PR 2 B LFER (B &) | ARG
(=7 ZHM<7 ZH) | Jife (=5 FHM<S FH) |
BB (=1 W< /) 4 DHES T
H, WM& W5 B AETERE Sy . ARG
P AN S SR A S
1.2 HRRAHE BRI %

Mishel % AN 72 Ji i % (Mishel uncertainty
in illness scale, MUIS) : H1 5 V5 V5 WGE 2R BIFE AL
e, R ERA 33 4KH, A KHBRA
Likert 5 7331434k, ZMEEH 32.0 ~ 160.0 43, 734K
R, B SRR R, (32.0 ~ 74.7) RAKF,
(74.8 ~117.4) KHKF-, (117.5~160.0) K HK
o [ Ar ka4 ANYERE, BURBAERME (B 13 4%
H) . 24 (& 8 M4 H) | SBRAHEHE Bt
ZHA—EME (5 7 A B) RIS A AT 1
MYE (&5 14H) .

1.3 HELEFESEAMES X

H % 1% B8 1 5% (Ability of daily life, ADL)
FIPEAT 7 IR AR L e B0 (RS Tl 28 | 1)
Bk ) L ZEAR (A8 REEAE) L RU/IMERE S,

Journal of Epilepsy, Jul. 2018, Vol. 4, No.4

J} (LG J 1 35 M s PR R ) L IR S 5e R i B .
AT, b R 10 TN 2. ARYE R S TR EE A B
K H AR AR A K 15, 10, 5. 0 434k 4 g%, 19
AyiSE, AR TR F PR e
1.4 XEFERENFEFZE

PEH L 90 AR AU B 3 AR 15 B i (Quality
of life, QOL) #RAE N PEAL T H . 53R fl /8 &
XPRAERFAE  AETE TR L 154 K R A
ifie. 2595 m Rt 2568 145 7 A ar it 31 A4
LD e e WL Bl B A s g = A B S THE
1T 5, ZeB A5 T AMETHR 4, B QOL
1395, 3 E0GE, QOL Bt
1.5 SFitEFE

FFAS80E FH SPSS 11.0 & vEF 140390 #r o
THE TR AR 22 3R, FIPIREAR SR 30 1 T
i1t HT, VAP(E <0.05 N2 A G5 X,

2 &R

I IRZ 40 24 2T REE I & 5 Wik &, —
YOG ¢ 5 B R A= W6 BB T« AR T iE | B AN
TERGNT . SRR 2L 17 B — R SE s H H AR TR
BB\ AETE A L B AN B, 23 1 BB LAY
Z W GEIIT
2.1 HEBRAHERITFS

T 2155 % B ZH B AN 2 B B,
TR B2 4) 86.2£22.4, XA 71.3x17.2, ZHE
HEiT2#7E L (P<0.05), L& 1.

22 HEXEFSRNTES

W 2H 5 0 A H w AR TR e 1 et
AN, VRN BN A, W P ATAE L AR B 2E
WA X (P<0.05) , WL#E 2,

2.3 HFEREES

T 415 0 BRZH B AR 1 BT VP g o, AR
TG . X RAERFRLE AT RE . 25952 i Je
e 1A BENER (P<0.05) o AR S

K1 ERAHEBRESD (n=40, ¥£s)

Tab.1 Disease uncertainty score (n=40, X+£s)

T H Item Ji 2 Epilepsy group X} &2 Control group t{H P{H
fi/KF Low (n) 6 32 — _
sk Middle (n) 11 7 — —
##7KF High (n) 23 1 — _
BOFY5r Average score 86.2+22.4 71.3£17.2 2.965 0.047*

T WAL X IR HEEL, #P<0.05
Note: comparing epilepsy group with control group, * P<0.05
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®2 BELEFENTS (n=40, x5 )
Tab.2 Daily life ability score (n=40, X+£s)

T H Item IS4 Epilepsy group X H&2H Control group t1H P{H

X Eating 73.9% 7.4 78.2% 6.1 0.208 1.062
Yk Bathing 41.0% 8.7 61.7+ 4.8 2.341 0.037*
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ZEAK Dressing 54.6+ 8.2 92.2+ 7.8 3.439 0.003 *
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T Downstairs 64.8+ 6.2 727+ 7.1 2.126 0.041%*

e WA % B LA, *P<0.05

Note: comparing epilepsy group with control group, * P<0.05

£3 EFEREES (n=40, xts5)
Tab.3 Quality of life score (n=40, X+s)

i H Item Hif 2 Epilepsy group Xt HB 4 Control group t1H P{H
HETETH Y Satisfaction 61.6+ 9.4 88.0+ 8.7 2.347 0.031°*
RAEHHIE Worry 58.7+32.1 96.0+ 9.2 2.879 0.011%
%45 Mood 63.7+20.0 73.8+15.1 1.008 0.296
KRR Vigor 72.1%18.2 78.2+15.8 1.065 0.243
INHITIBE Cognition 73.319.2 89.9+13.6 2.956 0.036*
255 Drug impact 40.8420.0 85.6+13.2 3.986 0.000*
#123fE 11 Social ability 55.2429.8 81.314.5 2.462 0.023*
A543 Total 62.3+12.1 82.7+ 7.1 2.121 0.042*
T WAL S X AL LA, *P<0.05

Note: comparing epilepsy group with control group, *P<0.05
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F4 BRBILLEITASEEREMNBXMESH (n=40, x5 )
Tab.4 Correlation analysis between psychological behavior and quality of life in children with epilepsy (7=40, X+s)
i H Ttem %k Case PR AN R Tk H#AEEREN AT
5] Gender
% Male 26 87.6+10.0 85.4+8.3 101.5+16.2
4 Female 14 87.249.5 86.9+10.2 99.1+12.5
t{H 25.556 21.467 23.326
P 0.383 0.576 0.633
RIRAFAS
<7 % 27 89.8+10.9 85.8+7.2 98.1+13.4
=7% 13 85.949.3 87.7+10.4 101.5+15.2
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P{H 0.039* 0.448 0.214
S
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t{E 37.389 25.725 32.812
P{H 0.026* 0.339 0.032*
2 e
<1 /A 29 90.3+10.7 85.4+10.2 95.3+16.9
=1 IR/ 11 86.6+8.1 87.4%8.0 103.5+10.8
¢ 36.186 28.37 31.128
P{E 0.027* 0.372 0.038*

e T EAE ) LA 22 5%, *P<0.05

Note: there were significant differences among the subgroups of epilepsy, *P<0.05
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Bk RARBEEREHIT BT, K 2014 45 9 H—2016 4 12 A2 T 00114 AN REB#Z NEHEK 200 F1EH2 K
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BN R AR R R F IS R SR AT 14, VPA BARCEN 69.1%, ToRIEF 38.2%; TPM A&
HHRN 62.2%, TEIER 42.2%, ¥WTHGIE2ER WA 1 F5 R ERHR 69.1%. 65.6%, TG4 5
VPA R K& A 2RI B AR T TPM (9.1% vs. 20%, P<0.05) . A=7G i . BB EIRIT | 45 ARG s Rh
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JRIRIT VAERr AR R R E 2R TPM WA R RN A AERHE ST VPA 4 1BY7 1 )5, VPA 5 TPM
YT LA O oA R AR TR B, L VPA WP RN HIShRE R E B BAL T TPM.,
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A comparative study of effect of sodium valproate sustained-release tablets versus
topiramate in newly diagnosed adult symptomatic epilepsy
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[ Abstract] Objective The study was performed to compare the efficacy and effect on quality of life of sodium
valproate (VPA) sustained-release tablets versus topiramate (TPM) in newly diagnosed adult symptomatic epilepsy.
Methods This is aprospective, randomized controlled trial on 200 patients newly diagnosed as adult symptomatic
epilepsy in Sichuan Province People’s Hospital druing September 2014 to December 2016. The patients were randomly
divided into VPA group (n=110) and TPM group (1n=90). Then we evaluated the efficacy, retention rate, adverse
reactions, and quality of life of the two groups after one year of treatment. Results The total effective rate of VPA group
was 69.1%, and the rate of no seizures was 38.2%; the total effective rate of TPM was 62.2%, and the rate of no seizures was
42.2%. No statistically significant difference in the effective rate and no seizure rate was found between the two groups.
There was no statistical difference in the retention rate between the two groups(69.1% vs. 65.6%, P>0.05) . The incidence
of adverse reactions of VPA was significantly lower than that of TPM (9.1% vs. 20%, P<0.05). The quality of life of the two
groups was significantly improved from baseline before treatment. VPA group showed significantly better performance
than TPM group on mood and cognitive improvement (P<0.05). Conclusion (D There was no significant difference in
efficacy and retention rate between VPA sustained-release tablet and TPM on adult patients with symptomatic epilepsy
after one year's treatment; @ The incidence of adverse reactions of TPM group was significantly higher than that of VPA

group; 3 VPA sustained-release tablets and TPM can significantly improve the overall quality of life of patients, and VPA
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sustained-release tablets is significantly better than topiramate on the improvement of emotional and cognitive function.

[Key words] Newly diagnosed adult symptomatic epilepsy; Sodium valproate sustained release tablets;

Topiramate; Curative effect; Quality of life
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(71.92+16.69 vs. 66.93+20.70, P<0.01) , HAY 7 HI X
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Tab.1 Demographic and clinical data of patients in two groups (1, %, X+s)

AR Classification P IRENA VPA FEALAgL TPM P{H
PES (B /4) Gender (Male/Female) 67/43 46/44 0.059
A% (%) Age (Year) 37.00+£17.52 36.66+14.43 0.901
KIFRAERS () Onset age (Year) 33.02+19.31 32.57+15.66 0.884
JifE (H ) Course (Month) 41.67+67.33 47.97+63.98 0.57
FZ5HT & A5 (/) Frequency (Times/Month) 4.83+13.84 3.13+ 7.66 0.36
lIf R J32E Type

HB AR AE+ TR 3 4k 2 A T K AF Partial 81(73.6%) 71 (78.9% ) 0.642

4T P& AE General 29 (26.4%) 19 (21.1%) 0.642

F2 ARBMNERF SHEMETBER (1, %)
Tab.2 Comparison of curative effect between VPA and TPM

JT 34 Efficacy Je & AE No seizures I3Y Effectiveness H Y Effective JCAL Ineffective SSARCE Total effective
VPA 42(38.2) 18(16.4) 16 (14.5) 34(30.9) 76 (69.1)
TPM 36 (42.2) 12(13.3) 8(89) 34(37.8) 56 (62.2)
ST Total 78 (39.0) 30 (15.0) 24 (12.0) 68 (34.0) 132 (66.0)
P{H 0.566 0.691 0.276 0.368 0.368
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Tab.3 Comparison of quality of life scores before and after drug treatment in the two groups (x+s)
NIKFRENAL VPA FERLERE TPM
Az 3
Quality of life IRYTHT TR Pl bepagilll bepig= P&
Before treatment After treatment Before treatment After treatment

SR AT BUEE Overall quality of life 57.50+11.25 66.09+ 9.03 <001  58.28+10.24 6591+ 9.23 0.01
4% Mood 66.49+11.67 79.44+13.56 <0.01 63.00+15.92 67.69+16.02 0.02
&N Energy 64.69+12.58 74.89+ 9.24 <0.01 59.69+15.22 67.40+14.34 <0.01
INHIZIRE Cognitive function 68.05+16.82 71.92+16.69 <001  68.67+19.58 66.93+20.70 0.10
H.0> ZAE Worry about attack 65.17+23.60 73.04+18.67 0.01  54.90+17.94 63.61+12.45 <0.01
HLZYRINEH Worried about side effects  61.67+21.94 63.05+18.24 025  62.08+15.35 62.86+15.01 0.24
1223011 Social function 71.83+23.45 77.00+£19.87 <0.01 61.50+24.42 68.06+20.73 <0.01
J.4) Total score 66.31+13.15 73.48+19.35 0.04 62.01+16.44 69.30+14.28 0.04

R4 MABELETRENEEELE (35)

Tab.4 Comparison of the variety of quality of life before and after treatment between the two groups (x+s)

PIIRENAL VPA FEnLERZL TPM P1H
JMARA TS R Overall quality of life 8.59+6.58 7.63+10.91 0.76
1845 Mood 12.94+7.29 4.68+7.24 0.03
#% 71 Energy 10.20+7.01 7.71+4.49 0.24
IANHIZIBE Cognitive function 3.86%3.41 -1.74+3.99 <0.01
HLL K AE Worry about attack 7.87+7.19 8.71%8.61 0.10
L2 RI7EH Worried about side effects 1.64+5.44 1.78+2.60 0.58
#2:UIHE Total score 5.17+4.05 6.56+4.45 0.36

3 itig

VPA 1 TPM 2GR Z B 3% AEDs,
R 245 ) % 22 b AR ) A0 R VR 38 BT AR
B4 AN PR, VPA AW R, wl i ad i
oG Jo B, A i 2 R B, WIAERZG S 3 ~ 4 d ik
FFeoE M2 B, WA PR, VPA XA IFIE
IR AR P07 1) S5 3 T RE 2 7= A e I B e
XHIfLE R G AL AE K R B A —ERI" . VPA
SR E-MEAE A R EAE L WUREZE B A 0 i
2, TPM J& T2 EREIRE W), /& —Fifi &l AEDs,
TPM 258N I 4t F ARG WG | 5%
4, M2 2 ~ 3 h ik B R WA B, X6 BT 2456 04
WRERS, AR AT 25 B . £
BB, K, EOg AR, TiEHENR
B, XERFIE ., R R G/, 5 TPM A 53
B UIRE N R RAE, RIS A5 XU, TPM X}
T AT PRGN | 4 TR IR BB o 4k e 4 B PRI 44
HRIFH

ARG VPA 5 TPM &7 B2 Wi Ik
PEILEE 1 FNF R E 25, RS
Privitera " [ 5Y 45 AL, Privitera FIRFST 4047 T
258 T2 WrmNE 8 %, 11 VPA 1250 mg/d &
30 4, ffi il TPM 100 mg/d % 105 i, {i /] TPM
200 mg/d & 87 B, {1 F-K EhPY-F 600 mg/d B #
85 i, 55 o [EE F &) TPM 5 VPA 3K 574
SR RLER bR (5 2R L B O & AR T L 6 A4~
A W IeHw R AE L)) 225 gt 58 .

AWFGEHER VPA 5 TPM (1 1 AR5 58 R T0 0 i
2258, WA RS Lai %" OB IT 45 2, Lai AOF
58 =W VPA 5 TPM KR AR5, M H VPA
(°F- 2 L B B E] (250 ) W& &5 T TPM (246 d) , P2
ERILRE LR

AT T P R 5 2 Y DR R R R 97 O
. XELLZLZ 2R RV, DEURE R 259
A SR AT A RS TR A AT . KA
FEMIBE RF s FIEM . R B i i X
4P RR R, ROZMEI LRI . O MR350



328

RAEERIFEE H B 0RE A, EEA 1S W HUBIN 25
Y, $EEZSYITAL, W R RN R A @ ik
XEE RGBS AT, MEE KR
FoOr TR BRI IR, B A RO

5 &5 2 5 e 0T B A TR R — N
b, TR £ 25 5 S 45 52 % o Jalava 25"
F 5T 57~ B0 AR H A R AR 1 JRUPG: 2 gt B
FERY 4 £, 1 ELIBO B F R (12%) B S s T
AR (<1%) "™, Gur 2" W9 BRI 60%H
I R AR FE R, AR IR 4 I R s A TR
Fri, i H AR R, IR LIRS .
FIAR R R ew B S 45 S 22—, Lin™
ISR 7R 56.0% 10 8 FELEIAR ;. 55.3%0Y
TR BE A IR B AR R AR I 25 X0 A2 1% it
S 14 70 T 52 M) = B G 8 PHLC U 2% SR B
R AE VIR 15 95 A B X 17 B 1 A Ay e R JRk DA K TR
S50 PR ) 1 5 0 A= 3% 1% 2 1T S B0 13 B0 32 R
A RHE R

ABF5E IR VPA B MIEL S BT
TPM AW (79.44 vs. 67.69) . VPA fE RO ESFE
FEF, AT LIRS A {E AR, ) TPM XHF 24
BV AT R I R Y . B AR5 % ] TPM
SIMEEL RS, HEMEIAREIR . Rajna"”
i RGN BFST AEDs XHE L I, W8 TPM
FIAR L LY 22 R 2 5 AR AR AR, 1T HLax
LR R 23 I CAR R8T IO, L 2 5 e A
A B TG i R . Mula™ R BIFSE 25 B 4R
[ % . TPM Al AEDs B 25 50 S8 3 34
ABREAR, Mula i@ 1 PEMY 36 45 N HIE I AEDSs X
IR E G R, 255 WoR TPM, RE %
AR IR 10% B8 HBUIIAREELR ; M VPA,
RGP =R A 25 W) T ORI AR
AR RBSAR T 1%, 1 FLIX 26 25 1 %1 26 B b
S, PRI, P TARAER (0 A8 ol f il
H TPM.,

A R i ) 0 R TPML 45 5 1 91
T4 570 o Coppla %5 X A TA I D RE AT 14 £
i TPM, 70% Ja {9l 76 244 T WERE . PIAR . 250k
Z B 7 WACHTINE ; David B 73t /s A4 Hi
ek BT R E S TPM AT DL 00 40
fb, 2= B BT . Kuo™'Xt 453 44
T BB TPMOIRYT R, 47 9.8% M
PRI FE 4 8 R RO . Martin 258 BF5E
7~ TPM IR AT R 259 hn i sl B A B L A 9
FWE | AR A sl R sl P e B AR

Journal of Epilepsy, Jul. 2018, Vol. 4, No.4

PR AEM B A ) B 281 T R 53

HRTA 2 s se s TPM AR & i)
Kl I A — P AR . Molina %5
9% TPM 76K B3l 17 8 19 b A AS [R] B Bt A it
FEEMEH ER . TPM BIPL A AR F 2/ R 3h 1%
SRR . 7ESh I AT, TPM (20 ~ 30.0 mg/kg)
HEL T BUEEREIE A, WmifESh I, HOA R R
#Y TPM 30.0 mg/kg A 23 i BHTAEIEREAEH], ]
TPM 20.0 mg/kg B/ EUEE B G 45 01 8 A B35 .
Navarrete 276/ FUR SR o 7%, TPM {XAE K F
it (50 mg/kg) i FHAS A 25 R BLBTAE IBAE T, (B[R] A
WARAVNRIER B YIIRE S

AWFFE TPM XU B 5 A D B TC B 2 i3
YER, T HAEA RIS TPM iF 2 S E0A A
e E . HATHFsE &8 TPM XF A %0 Zh B B9 4
F, SRR AR 2GR A4 5 . Aldenkamp
NS kg2 AT e TPM 5 VPA XA
RESL I () HLBe B 9T p 2 B, IR TPM. SR A %0
TRE B %Ak, A TPM XA AT RE I 4
F5 TPM fing K, FlEd KAE XK, 5 VPA H
e, BIEEVAYT R B TPM K it 2 §: 802 5
MICAZ I REW] 325" . Baeta %" X 24 M 5 i
BRI 9 TPM AT 6 > H JR A Sl fE
B E, BT R HBE GEF Y. B S
> TAEICIZRE S B, Pietrzak 25" HF5T
ARESR TPM 0] U E 25 e A2 9 RE, Hm it i
TPM A H ™ &, FRIWHHBE, (G HEN
TPM FH AN ThAE, Tang " HF 9 £ TPM
SHF B, 55T NS AT 52 A
X, Tang il MRI B9 h A28 gL 2, {f ] TPM
AR, 1B S MAML (DMN) (L XU % (0]
UK [l Bl Al gk b EE R, (2
TE/E ] TPM LS, DMN AT DLE B s o Tk
TPM S8 HINRERERE N 1 /% . Szaflarski™'th
SLEL E i F TPM B TR] 1E 18 SO A s i I 9]
SR PRIXE R 1Y) MIRT & A 28 I 45 1305 5 TPML 1Y)
FH GG, WU TPM ) b R 1
SEH HH B L R R ) R SR R M %) XU
o TPM XA HI TR 458 T 55 751 i R i o o LA
SN A G, IR TPM B 2248 hn i .

Zi b, VPA 5 TPM TEHT12 W N E R E 9
W 1 AR PITRUE W 22 5 . PIRh 25X e i
HBH AT B, H O VPA G 25 FA N T RE e A
AT TPM, B UEEA IR E IR AN 5 2 e B A
VR £ TR YT AT I e VPA, B TPM.



FR 2 5 20184E7 H 58435 554

S 30k

1

10

11

12

13

14

15

16

17

Schmidt D, Sillanpaa M. Prevention of epilepsy: Issues and
innovations. Curr Neurol Neurosci Rep, 2016, 16(11): 95.

SR, v DGRt DX A S IV RARAE L2y 7 IR DU R B
FHI2E, B2 A7 3, 2016.

DUBCF. INBHERI2 WARE. JEaT: B i RAt. 2001: 839-840,
842.

Commission on Classification and Terminology of the
International League Against Epilepsy. Proposal for revised clinical
and electroencephalographic classification of epileptic seizures.
Epilepsia, 1981, 22(4): 489-501.

Cramer JA, Perrine K, Devinsky O, et al. Development and cross-
cultural translations of a 31-item quality of life in epilepsy
inventory. Epilepsia, 1998, 39(1): 81-88.

AR BES. Xof AR TR £ A 6 B R AN A TT. R
PRI AE5R — FE PR R, B2 (7R3, 2003.

Wang FL, Gu XM, Hao BY, et al. Influence of marital status on the
quality of life of Chinese adult patients with epilepsy. Chin Med
J(Engl), 2017, 130(1): 83-87.

McLean M]J, Macdonald RL. Sodium valproate, but not
ethosuximide, produces use- and oltage-dependent limitation of
high frequency repetitive firing of action potentials of mouse
central neurons in cell culture. ] Pharmacol Exp Ther, 1986, 237(3):
1001-1011.

French JA, Kanner AM, Bautista J, et al. Efficacy and tolerability of
the new antileptic drugs II: Treatment of refractory epilepsy.
Neurology, 2004, 62(8): 1261-1273.

Privitera MD, Brodie M]J, Mattson RH, et al. Topiramate,
carbamazepine and valproate monotherapy: double-blind
comparison in newly diagnosed epilepsy. Acta Neurol Scand, 2003,
107(3): 165-175.

Lai EC, Hsieh CY, Su CC, et al. Comparative persistence of
antiepileptic drugs in patients with epilepsy: A STROBE-compliant
retrospective cohort study. Medicine, 2016, 95(35): e4481.

M, I, BT, S B RBUIRIN 25903677 Of B 25 S it
ZHEIBESE. VT EEAE, 2016, 31(02): 225-229.

Jalava M, Sillanpaa M. Concurrent illness in adult with
childhoodonset epilepsy: a population-based 35-year follow-up
study. Epilepsia, 1996, 37(12): 1155-1163.

Jones JE, Hermann BP, Barry JJ, et al. Rates and risk factors for
suicide, suicidal ideation, and suicide attempts in chronic epilepsy.
Epilepsy Behav, 2003, 4(Suppl 3): 31-38.

Gur-Ozmen S, Leibetseder A, Cock HR, et al. Screening of anxiety
and quality of life in people with epilepsy. Seizure, 2016, 45(11):
107-113.

Lin CY. Using Hospital Anxiety and Depression Scale (HADS) on
patients with epilepsy: Confirmatory factor analysis and Rasch
models. Seizure, 2016, 45(11): 42-46.

Loiselle KA, Ramsey RR, Rausch JR, et al. Trajectories of health-

related quality of life among children with newly diagnosed

18

19

20

21

22

23

24

25

26

27

28

29

30

31

32

©329.

epilepsy. J Pediatr Psychol, 2016, 41(9): 1011-1021.

Pigott K, Galizia I, Vasudev K, et al. Topiramate for acute affective
episodes in bipolar disorder in adults. Cochrane Database Syst Rev,
2016, 9(9): CD003384.

Rajna P. Effects of antiepileptic drugs on mood of people with
epilepsy. Ideggyogy Sz, 2007, 60(9-10): 381-391.

Mula M. Negative effects of antiepileptic drugs on mood in patients
with epilepsy. Drug Saf, 2007, 30(7): 555-567.

Coppola G, Caliendo G, Veggiotti P, et al. Topiramate as add-on
drug in children, adolescents and young adults with Lennox-
Gastaut syndrome: An Italian multicentric study. Epilepsy Res,
2002, 51(1): 147-153.

Guay DR. Newer antiepileptic drugs in the management of
agitation/aggression in patients with dementia or developmental
disability. Consult Pharm, 2007, 22(12): 1004-1034.

Kuo SH. Topiramate in treatment of tourette syndrome. Clin
Neuropharmacol, 2010, 33(1): 32-34.

Martin P, Schreiner A, Rettig K, ef al. Topiramate in patients with
epilepsy and intellectual disability. Epilepsy Behav, 2009, 14(3):
496-502.

Molina-Hernandez M, Téllez-Alcantara NP, Olivera-Lépez JI.
Estrous cycle variation in anxiolytic-like effects of topiramate in
Wistar rats in two animal models of anxiety-like behavior.
Pharmacol Biochem Behav, 2013, 103(3): 631-636.

Navarrete F, Pérez-Ortiz JM. Pregabalin- and topiramate-mediated
regulation of cognitive and motor impulsivity in DBA/2 mice. Br J
Pharmacol, 2012, 167(1): 183-195.

Aldenkamp AP, Baker G, Mulder OG. A multicenter, randomized
clinical study to evaluate the effect on cognitive function of
topiramate compared with valproate as add-on therapy to
carbamazepine in patients with partial-onset seizures. Epilepsia,
2000, 41(9): 1167-1178.

Sarangi SC, Kakkar AK, Kumar R, et al. Effect of lamotrigine,
levetiracetam & topiramate on neurobehavioural parameters &
oxidative stress in comparison with valproate in rats. Indian ] Med
Res, 2016, 144(1): 104-111.

Baeta E, Santana I, Castro G, et al. Cognitive effects of therapy with
topiramate in patients with refractory partial epilepsy. Rev Neurol,
2002, 34(8): 737-741.

Pietrzak B, Konopka A, Wojcieszak J. Effect of topiramate on
hippocampus-dependent spatial memory in rats. Pharmacol Rep,
2013, 65(5): 1152-1162.

Tang Y, Xia W, Yu X, et al. Altered cerebral activity associated with
topiramate and its withdrawal in patients with epilepsy with
language impairment: An fMRI study using the verb generation
task. Epilepsy Behav, 2016, 59: 98-104.

Szaflarski JP. Topiramate and its effect on fMRI of language in
patients with right or left temporal lobe epilepsy. Epilepsy Behav,
2012, 24(1): 74-80.



¢330

WL K2 B 2= B & 55 — BE B #h 2B} (B 310009)

Journal of Epilepsy, Jul. 2018, Vol. 4, No.4

(HSZEY W2 —Ff b RS D A8 5 | G BB PR, X RRE AN | OB | GRE At e ] i A ) P B
SN o R B A IR | AT D AR B RS 5 0 A | PO 7™ A ) Z B L M xl T 25 AREE ) W AR I
SR L IEOREE B o JEL IR 14 A 5 o i BT AR o AN, O R S N R R R R At 2 A e . MRORLE
PR B S R PR A A2 BR A s TR S 0 1A AR 2 B P R PR B R G 22 55 TR 0 o SCREAR I s Sk
ZEIRHGI S X GBE RN LT B AR B MR TR AR AR, JFAR ARG IR T 5

[R8E1 Wi ; Mk 508 the; LR

N 2 — il ) L3RRS DL 4 o 22 2R e 5
RIRHRLIH 0.4% ~0.7%, FEEPTRIEHEE",
FE ARG VEBOR M BOR TPHER A 20 077 U
52 RAEXT B W fa 3 LA 1% B i (Quality of life,
QOL) & ™ M . B T A NS, T 3
T BB L S AH R NS E B9 QOL ¥ 7= A 52l
WRR ] T4 A 16 ACE FgE IR BRI H o AR SC 4
BIA BRI IE R, R A X A AE S St
S, B AR R et S X I DG S AT

QOL &—N)7 SUMER:, B384 rh AR AN
M AITTINA . QOL MITTAL IT 2k, A3%
EMERE B . B i EEE A ST,
FERTRBEEER S, 1, R ABRR R A
TR | AR RN Ll st S B, (H PR =) FRAE
Fm 7y 2022 T B AF AR, NBEXT SR T DL
B EME PN mR S TR AR TS A A S
TRAEHE R ) AN 0 2, n] LUSE af Hb e RE 5 51, IF
WA WA Hr e T I s SR R . B B QOL
PEAE T H L 17,

1 M RERIRIE

Wi 23 X B ZEBE Y QOL & MU . 22T
FEAEW, WM ZRAE QOL WIS i S A7 e, HL
MR UL W LB G BEAEAEAFAE R IR | 28R
B2 | R SO R SR AN IV B ] 2 40 S5 TR, TS
() —TBFTE AL, 42% HYZREZ BT I, A5G

DOI: 10.7507/2096-0247.20180054
L&TH: EXHKFHFEEES (81671283)
HEE1E#H: T £, Email: meipingd@163.com

N FER R . RAEE . 2R 2593077 LA
IE R HIAT R ] A

HAS I B, WU — PR LT DANGE R
JEXRFR . BAMREY], 7F Lennox-Gastaut ZEG1iE
FRETIFRE T, 74% 1) S BEFR R 75 2 I LAl 5%
TR R E NS, H ] Ho i TR AR R
F1 . FEEE 2B SG ML KR HA 4% 7 B i ] a2
T IR A — TS SR, AL
EH M LR RE, 0 LR BE R 51 R A 30 L 52
Fi 5 MREE £ WL, AR QOL W, {H 50 s 17 ™
Fal A It H AR, QOL Sl FRAK™ . H i &
XK BE QOL MIRZ I 5 Z2 Rl K 2545 5C, A 435 i At
BRAE A SO SR AR IR AT Ry B 2 B A
FERAE, DL R ACREXT H BRSO 2 4 o
KL BASFIE | Y838 A2 | ACEE R BEAR P 3%
SRR A ok UL PR, R RN R N
SRS N I BER XS RE TT, 2 > AH R, B
FREITH B,

2 JTAREMRAE R

TEFRBEFATCH , HH 20T (3 A0 Bl R B )
QOL A5, H5 RAEMRY BARC" . Hfi Al
BRI R B IR A D) KA 2, AT
o R ZE I G R, AR R AR &
TR

B H SR AL OB QOL M 2 [H R
Z—o BRI B, W AR BN AEAS ] T R
T BEORERE 1 R 7RI, W0 K MRS Tl | YR
M 233 BUIRES QOL #E— B RRIK™ . Hofth 4
BF TG I REIRE 2 | 2 3R | S AR


http://dx.doi.org/10.7507/2096-0247.20180054

FR 2 5 20184E7 H 58435 554

331

®1 FRBERE.RUERABEKEFRETHEIAS

B

IR

36 JAL IR (SF-36)

EuroQol {54 % (EQ-5D)

TA PRERFSE HU DAL F 375 3% (CES-D)
JLEERARPE R % (SDSC)
TIREBRFEITE it 3% (DAS)

Rosenberg H 874 3K (RSES)

A A7 TR 2% (WHOQOL-BREF)

R -Fe BRI RIAE (STAD

BEBE R IEMAR T (HADS)

Tennessee H FORATH K (TSCS)

FFRAZMAETEA (PACIQ-R)

IR SR SL AR A AE DG R 43R (SCASS)
TGS B AR AL R % B3R (FILE)
FBEVHAi 2 111 (FAM-TIT)

JLFE / FREER M R R IR A R
FRBESRE AR 1Al R

B iy iy %ty =l (UCL)
SRR R A] 4 (SPQ)

HFNX 2 (SRC)

Friedric $EUURIE 117 45 7 % (QRS-F)

SR 14 Zet b FER At 2 X L AR T AR

HEORLE A 1 B RE i 2 W QOL. 753+
—IE XU LE AT TSR, Ltk B R
% BT 5 B IR T T AR oo D =S
I QOL B BUAFMG & BOREE A3 (A QOL
HIEH AR O 2 5, E 83 QOL
B BEOREE B0 7 30 i, OB QOL bl
ZREAR™

—SBE XA R PR A T B ]
B QOL, ALFH 45 8 A IEORL Y o0 AL L i
AR OO A R AR B T A SR .
A1, e BEORE A S I RE Y B s | 4R
IO B RE | HE 9 TGO AR SRR BN AT SR
WA, F5A B T BGE RS QOL™.

3 Xt R IHEkE R

T A6 L SR AR IR B W BRI ST . — T
I, PRHAE S A AR BT RE S A7 AR AR 22 57, ML
Gi— Lk HOR, ok A ACREEUL R IR A [
APPSR, e x g Rt i k2 5, 5l
HHHIRI QOL 32 H: [ B8 Pk po ol 55 /5 AR LY
BN R AN, W D ARE U 2R 8 1
SUSS IR BICAZ I AR B 22, L QOL Wk Z
o J5—J7m, PR ZE S WAEM IR BN R, &
P 280, PR R REA RORGE 8 B B 2 0
BERIY7 ST S

WFFE R, WA AR 8 I R x JH D o A A A
QOL MR o 75 F W Wl AF = 12 Wi i) iR S8
TERGFE I 2 i LR IR A9 QOL TR I, {HEE
BHIRFHER, QOL ZWisE"" . — I e
TS Z AR EEIE, RGO R, L a1

IR 32 B A R R A T WO B S B K A
i, H QOL AHXTIEHR " [FFE S AH IR AT o 7l
RV 28 R i ] e R 2 YL o AH IR AR i
/N BT RO AR B Pl B AR 2R PRSI, H QOL
ZRNRRRE N HRTE, B UK E 552
HMEZ M o AR EE AR MEROR , H B 5 1
LI o AR A 175 26 A T o e

RERAEFR ], S0 ) L2 150 e O &
REIG 22 IF, FEIL S AR A2 BRI B 22, Jf )
iRy N R B Bu R E S s T 2y € W
IHIRAY QOL, HLAH TEAN 1 fif H 5 1 LA g L
Xt SR, A 1R A2 AR AR R L ORI R 5 I )
LN A SAEIVIE S A

BTH Z, TS H IR IR AR A
AU, LA BE SCRFA R, i B 27 5
HEATIE A SN B LGS QOL.

4 MHSHFRIZIT

SR B X AL 2 2 AR e ] i 9 UEOR
T OLHEAT PPAL, B HEXT BE M EK o AH Ll L
#,OW0W L BV B R KO, FEsA R i
SRS 2Z, I A HE SR 4 S O, H
TN S 6 IR R K A ok ™

SR AR AR A T W B B B H R A R
i ) LB A 2 B Tl S 10 XU e s, L2 st sl S Ak A
ZM . —THATIT 32 000 A4 4k BE T SR A
i LR BE AT 22, FERADT 1 A5 A a) P k280
11.d LA AR B L 36% (n=944) , Tij HiAth A 4
PRESST 75 R A AR B LEE A 18%™ . BbAk,
LR I S R A 22 B, — 0 P RIS
F0, B BIAIR T 12%7F 1 AE N Z /05 147,



¢332

SR B LA B At )L B 10 A o 75 B2 A
SRR R IR 1 R R SR . — I X e L
TR I A 4 S AT R, 75% B0 F LR AT ek
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1 D IERERR

L1 MEERE

WO 5 50 U8 LU AT G, WA S U 245
¥ (Enzyme inducing antiepileptic drugs, EIAEDs) Ji
HOR RIS 1M g 50 R A R m A O, BRI
# B FIE T 5 & EIAEDs W 7E0RIVE R, FEIgiA
JT 200, ATREH E I AR TR AR
N TEEAR B0 Ik 95 149 XU 15 ETAEDss o Ifi 487 15 6 A
200 BE AR R A O R TR —
Roberts 55" IAJy, A[Alf) AEDs % ifil i A [ 1 5%
Wi, FE—TATE T, 5K DVEFAH L, FI5E=H0
MAEFET B XU PR, - B G- 2 gk B e s
JELT Pt K S, T 5 = R 2 A DY 3 AN S 0 i i
Ko AN, R IRZ I B R B P 5L —
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Shmuely 45" A BI85 /0 R0 A 4K
R, X AT REAN RN & VERYSER, o nT RE -5 JiN
AALE B E R R . Rl o, TERBGFLCE A
JURPsAL B 7l 18 BL R 572, n]RES U K AR I
DHRE, i SCN5A, KCNQI il KCNH2 JEH . 5
ShEFIJLAT AEDs, 4l & B AT 48 38 B B 4 1
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RHYHT . ST 28 | 0 5 £F BT QTe 2B, (HHEAAK R
v AN B

T A AR R R T, SR B SR
T H LA R AEBLS, (HE F A R . O s 12
H T LR X B 3 R 2 N 48 AU TS B 5
sy ih 2 240 (RIS A% 07 1) /9 Jay kb gl
P BCEIUR 5 & 1) R LR LS 8 e RS ik mT e 5 |
VN | K= = 2 el VAN B v 1 | = O
W5 R ], SR S0 A AE W] LA 1k AR OH
ik E Ot # /L EES (Ventricular
tachycardia/Ventricular fibrillation, VT/VF) J& % —
PR UL RO AR R, BB 5 & VT/VE BIHLE
ANVEHE S T3Hh, HHE R BT 5 | & R & A AT
0] B s i T i 1 TSI P = 2 B
Chen 2"\ KT IGYT WM B & & A Bl it 2 O i
g R Y XU DR, B 5
1.3 Sh/E

Newale 25" H i 1L J2 000 H 35 i LAY
LR, 1M Vivanco-Hidalgo 25" EITA AN 4 &
I &9 2% L — M A BFAR . ARPT R, B 2R -1 A
7KK R4t (Renin-angiotensinsystem, RAS) HA Il
FEVETT | TR B A S K raL g BT () A DG )
fg. MR FEM, KN RAS 7 BLIRE T &4
AR, ANTEVF 22 5 A M 1) 45+ v i IR il
BB KK 2 BIAZ{K (Angiotensin type 2 receptor,
AT2) FI & %7K & 1 #1321k (Angiotensin type 1
receptor, AT1) , I WIHRIE AT1 ZIRMFIE A AL
TEHIMHEUH (Temporal lobe epilepsy, TLE) &35 (1)
B AR S rh ™ Atanasova S5 R G
MU UE R AT ZAREE SR T LURAETR YT
S FR R IR R V6T RS
2 IEHRGER
2.1 ATREEIE

AT HRZEAAE (Restless legs syndrome, RLS) J&
29 10%3 38 AFE R UL ShR AT g, B
RLS YR A3 2.7% (2t 3.7%, B4 1.7%) .
Geyer % "SR E PR AT BRIFFT 4 (IRLSSG) M4,
NIH RLS 2 Wibrife, Bk 1K F 455 R HIS G 2
(fL 45 22 FREAR W ) X 98 45 & 4N A SR ERY Jarkt:
P TLE 3 (A0 50 4], e 48 451]) FEATIFAG
A e, WOW R E M B R A R
RLS, 1fif H47 0l TLE 41/ RLS fE{R4 20 TLE 418
WL, R, FEAUE LRGN R e 2 B
REGPE- T 38 B L ARCR U P R A LA
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AEDs ] BEXTIRYT RLS A 20", {H i FHEA &R
AL LUK E 45 5E AEDs Xt RLS SEAR A5
22 EE

HOENPEZEMEWIN (Juvenile
myoclonicepilepsy, JME) J& 5 /> 4F 1 iz 5 12 W (14 4
g% 4 TP U 27 A iE (Idiopathic generalized
epilepsy syndromes, IGES) 2 —, Hi kWKL
IGES 1) 18%, i I A S 11 5% ~ 10% ", EI K
JME #2805 ] W2 Hi, JME iy F-&Rizsh 25T
R R PERRER, (H P MRALAR, 2B A B WUREZE
Aydin-Ozemir 55" B WUMEZE 5 5 PR R PR
B G, 5 — R0 T R TN R BN 5 A R B
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TR A5 B AT AU 2 DB 1A%, AT KU
SRR BB . V52 AEDs S E- A A
L T8 BN 8 I DI RE, B 4 P 2 30 1 X 7
T DL AEDs —— S I G S 0 2% 22 S A 1 400 o) 4
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RELZE PE IR IR P 7 4525 5 Ak (Obstructive sleep
apnea, OSA) J&H1 T bW IE B 28 S B /e B2 b
WM 5 | 2 B — e iE , 2T 24 P 0 11— o e 2
B, Liu %Ak, WO A OSA (3 i A /b
UL, OSA HIIZWIFTIG Y7 4 e i A6 Y TS A A=
W, 5 — M AR, W B OSA BN
Wi MR 9% ~ 33%; R EEH 13% ~ 16%) o
OSA LA 8 UL f s K 28 © 4k 5 7 00 28 5 v
BRE, LHIEER . BHEMALRE. 1A, MEa
W A AE . PUBR 2R 5 RTT A E P2, P
i 2k (B 5 R 25 5 Kk AE OSA. ™ EE 19 OSA Hl il
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AL AH L, B0 AL OSA Filid B F K IE il
(Excessive daytime sleepiness, EDS) & A= %3 51
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(Type 1 diabetic mellitus, T1IDM) H5% % 5 IR0
BEM I TP L AR ZEE LT,
T1DM R & A 5 T 0 Z A, %0 1.5 4F .
T1DM & MXS T 2 BB PR 5 TC M IR 8
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HUGH . 2 80% T1DM SR A AE P4 S R i
Pifk (Glutamic acid decarboxylase-antibodys, GAD-
A) Pk, RHGE, 21K 6% £ & nT e A TH i
AN GAD-A Jif B, 31X 500 )™ 5 J3E 18 A
K, HAEAFIZRBAEEH GAD-A I/ EULT- I
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A—+f, GAD-A SR Z MG TE R R C R A B2
MR YT X SR A AR WAL, Vivanco-
Hidalgo %" TA S 8 2 1 PRI 14 O RAK T —
N
4.2 FURBRINBERIE
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AES FECH REUN M, 1] AEDs (R 512 (L5824
W) A E A E I AE

6 RERGER

R AN H B e i (Autoimmune diseases,
AD) HH FB &A, XA AD S B, I
PREEA N Z RSN EAT Z B e, HA R
%18 B B R PEEUR TSR ER . Lk, LT
1/5 R S8 5 2/ —FhAER AD. AD SBH
o A T, O S R K, RGP BEAR
& (Systemic lupus erythematosus, SLE) 5 K+ AY
— RN RAEMLHIA K, SLE B H 0N & R AE
4% ~ 51% /47, B HEEYURR 25 IR 5 g
SERTLAG 1R SLE #RAEAR, 17 JE b 40 05 4 i 57 40 B
JoT 24 [ st IR BSR40 R 25 (Non steroidal anti-
inflammatory drugs, NSAID) & #{ & 3 0] DA & 9
i ZAVERI AR . —28 AD 4 TIDM., 4R JE 5 . KK
MM OCTT 28 L A8 B RN AR IR % . e
B . BomtEgs R . SLE. PiBEIRZE A 1E . THRLE
B FREWLIC ) M FLBETE 55 S0 0 OC R A e itk
— g™

7 HEERFKER

WG 2 VE A —28 AEDs 215 M A= B A R, i
SR IR R, ORI A 2R, X T
S & AR AEDs A SCAY AT N A0 i ZE AL 56
R I PG| IR AN A L T AN
P450 /- ARG PO IR SR | 5L U 0 0
PR o TR NG IR A o 2K 1 e AT, T e
, DR EME -2 BAE . A REAE | R S 200
HEGR E A FE AR G . — T i RS P 7 5 = W S
PEFE M T, 7 AT ORI fl by 58 = 18 )5 H 81
1.8% 1) B R, HAFSE B8, AEDs ] B
S RRETTE , At 38 (BT 25 90 4T R B0 Ab 4R 4
2P FUH B Al R 2 L2 Je R BB R 12%, 2P LI
BT HIRRENG N 8.6%.

8 Hfth iRk m

G BB A A & A R B . Arya S5
P 0 SR A T2 W L EE K MU0 (Childhood
absence epilepsy, CAE) 48 JLIU-F-34% H GE A
AR H K AL A P ER A AT A 1 DG A X R
H, HELEXT RRATEA A REE T (19.3% vs. 13.8%)
oA AE (14.5% vs. 11.5% ) , 8 5 AIAE fk A BB B SR
RAE CAE BAFI Ny 33.8%, 7EXT AL Ny 25.3%, 1%
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