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& 110 RIS R RIS TRICHE L O D ATREMEN
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p.Arg126Cys c.376COT 26 0.29 1868 BE HY 7L gL
p.Thr295Met ¢.884C>T 31 0.4 SHA 8BE HY L gL
p.Ser324Leu* c871C>T 35 037 281008 HE L 440 &Y
p.Ser324Leu* c871C>T 788 EN: 183N B R gL L Sl
p.Arg333Trp ¢.9970>T 31 034 1830 B thEpE HY HY &Y
p.Arg333Trp c.997C>T 33 034 35 B BE HY 7L L
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p.GIn427fs ©.1279-1280ins26bases 30 032 $FER hERE HY L 7L
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GLUT1-DS NEEREICRET 5 - RAEE
(MEEXNER1EES) No.

S DA ]
HFT B AT e
REEAH R & = =]
TEH HELNE LWTIANZOFEMFTLLZEL,
4 3l 1. B 2. & A (HEFR)
KIENFEIE 1. HY (K5 ) | BEDF& % n A
2. 7L 3. T8 FEIE F % 51 A
GLUT1 D2l | 1. BE 2. 8L TR RS % 7 A
TETE R bi% 1. BinTFigk 2. Frnkk 3-OMG EUiAHER
3. T ( )
CiE i 1. HY ( ) 2. 7L 3. 78
RIEE
AMOBAREECHERHESBEONLET, (EERNELEES) No.
BEHE R
FEHESE 1. HY ( ) 2. L 3. B
HARER |E_ BICHE, HERKE. 9. K ocm. HEE__ cm
IE RN
EE2 FEAE F#E
1. BEIREY | 1. ATV O0—X X 1. _ ®_ #»A 2. RBER
2.
3. L
2. EITIRFEE DOHY. 1. BEE 2. hiEE 3. BEE 4. 1. & 51 A 2. THR
R @7%L
3. TANAVEE |1.HY ER 1. __®%__ »A 2. A BEH
2.73 L
4. FDih [ 1 A 2. 1B
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i PRUE 1%

TAMNAFEE 1. HY 2. gL 3. A8
FLREAICERO - RAE R S [H]
MR D - FER S [T M@
FEHIRO-FER : S [ [m
BEYPLIRICEO - FHMER I [ 1
RAEDKFFHER HE S
ETARI TS TOERRER
Ab, absence seizure; AA, atypical absence; AS, atonic seizure; MS,
myoclonic seizure ;  PS, partial seizure; ES, epileptic spasm; GTS, GTCS

RERIET 1. HY 2. 7L 3. FB

AN G 1. Y 2. "GL 3. TH

ER i3 1. HY 2. L 3. 7B
a. WELERE b, WHE c NEE d HEE

DA NZT 1. HY 2. 7L 3. FH

THEEEE) 1. HY 2. 3L 3. FH
il FENTO®ER: 1. HY 2. 3L

BEEEE 1. HY 2. L 3. FH

Mt T IEE 1. HY 2. 73L 3. FEH

i grpEE 1. HY 2. 7L 3. TH

S1TRE 1. HY 2. L 3. FH

REREE 1. HY 2. 7L 3. TH |

RAEE 1. ®Y (o BRE b. BE c TEE d EE e REE)
2. 3L 3. RER
HMEERE (BREE FEE - FRTEH )

FEES 1. HY 2. L 3. 7B

ADHD 1. HY 2. 7L 3. ABH

BRI 1. HY 2. TL 3. 79

e 1. HY 2. 7L 3. B

HLADLT 1. HY 2. 7L 3. ~H

FEAEIR 1. HY 2. L 3. FH

FAEMEE LR 1. HY 2. TL 3. TH

FEAEIEEEEEL 1. HY 2. TL 3. FH

FEARIEIER - B8R | 1. HY 2. 7L 3. B

FAEIEE R E 1. HY (RER ) 2. 7L 3. TH
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FAEETESS 1. HY 2. 1L 3. IH#
FEAEMEIER 1. HY 2. 3L 3. FHf
MEAR[EE 1. HY 2. L 3. B8
BR % /NEBAE 1. Y 2. gL 3. AHf
KSR 1. HY 2. 3L 3. 8
Z Dt
EIRIEERF 1. & 2. EF 3. HKE 4. ABH
5. &l ( ) 6. BREY - TOth ( )
FEIRERF 1. BS 2. BER 3. & 4. 7EH
5. M ( )
BREMR
mEEEREER 1. Y ( ) 2. L 3. B
RIEERE 1. HY ( ) 2. 7L 3. FHH
R % [mg/di] % [mg/di] % [mg/dl]
R Mgk [ [mg/dl] 3 [mg/dl] 3 [mg/dl]
B R EL R % [mg/di] % [mg/di] 73 [mg/dl]
HREILE B % [mg/dl] 3 [mg/dl] i [mg/dl]
BERFEE BREREER | % _ hA | BEEH
1. Y (DNA; E=] )
2. 7L 3. ®& 4. fERRR
F& ' I R A RS ORR
HEBEREE | 1. HY 2. BL
a. BEILLDIHEHY b JILO—RFEEITLDIHEHY c LHITHEHL
TAMAEERER ZRH 1. HY (&% 254Hz fiifERES HY. &
Z DR ; ) 2. L
MEE 1. HY (2R 254Hz RFEES HY. &
Z DT R ; ) 2. &L
2EH 1. HY (2R 254Hz REES HY. B
ZT DM R ; ) 2. L
BEH 1. HY (&8 254Hz REES HY. E:
ZTOMETR ; ) 2. L
FREMER 1. Y (a. ABR b. VEP c¢. SEP) 2. 3L 3. K&
REHREERERE | 1. HY (a. MCV b. SCV ) 2. BL 3. k&
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BEER CT RIG R E #® 7B CEUTEABECEH)
1. EEHY
(a. FMEILK - KINZESMHE b Foith .
2. BELGL 3. HTEHEH (Edh. ) 4. K&
BEEFMRI 1EEB | RGEBERH % 7B QCERUTIZAGE TEEH)
1. EEHY
(FIELEHT (a. FNZEIEK - KINEMRE b HHLEE
E DO ®RE) c. it :
2. BELGL 3. ¥IEHE# (Efh - ) 4. K&
BEER MRl 2[EE | REBEH % 7R QCRUTIEZAEE TEEE)
1. EEHY
(a. BXNEHLK - KIXNZEHE b. BEFS{CIEIE
c. T :
2. BEGL 3. fHEHE#% (HEfh ) 4. K&
BEELMRI 3[EE | iREBELS % nA QCRUTIZAEHE TEEH)
1. BEHY
(a. MNZEHEK - KINEHE b, HEHILEE
c. T
2. BEELGL 3. ¥HTHE#H (EH ) 4. XK#®
BEER SPECT IR EFF RS % 5 A
1. EEHY (TR ;
2. BEGL 3. k&
SEER PET IR EED % 7 A
1. EEHY (FrR;
2. BERL 3. k&
e = A (GREEFEL % 7 A)
RETNLEVERRR | 1. AEELHY 2. BLEL 3. k&
HMEERE BRERFEH % # A
BREH ( ) DQ/IQfE ( )

36




BRE

. ®HY (a. A% b, £EH c FH) 2. 7L
. HY (a. BZ b. \EH c. FE) 2. 7L
. ®HY (a. B® b, E#EX c. FH) 2. ITL
YA

MTANAE

TrUR

Z 0 ( )
AR

—_—t eh e

mMTAMAE

BEMTHHI-E

BN THO-E

WAEFEME

R

7~ U BRRE % h A

7 BRI h A fdE]

T hUOBMDIESE 1. #4441 2. HHEMS3:1 3. MCT2:1 4. BE7 X UREB
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REMR wE
RE -
BEERERE | 1. SERBEERLE 2. TAMAKEXR 3. TALAERD
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BEENERE | RERER % 51 A
BrEL ( ) DQ/IQfE ( )
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