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RS RAF R EA KBRS IERRERE

OFEH S KB R
LA G b L AT( typical absence seizures )B4 B FR A /N A
5 petit mal ), Je&—FlAESUR M A9 L S 87 04 4 T 0 i % 1
AL PR RN S ARA BRI, FEG RN 2T
3 Hz AR R Sk o A S A T A
(idiopathic generalized epilepsies, IGE )AY 3 B KA HI 2>
S MG R R A EEG FRAE 5 H A 5 0 8 25 A A A
%2

1 HBSMAE

L1 PR RS A R B SR 0 R 43, 1F
FESEATHY B F 06 3h Ko il 7 S AR kL BRI, R R, —
FEASERAR) , R AERFERRD BT FP)E BRI R AT Ak &
PERTTEAEIEAT I B4, TC & A R R . LAY 5% o 4
Hf R TR O R BE TT 438 < SE R Tk b BE R iR EE L
AR AR 5 AR N B i PRI N H7 0 LA 8 5, T 6 e R 3 1 )
RARELI ). FEATIG IGE 254 AF v PS5 1 A 4 iR
AL BEASI] A JL S i e S 5 R BE T o i
AP U ZE AR IME ) H I 452 o RS SR R A 1
REH A REAR AN LBRZE | B ZhRE A A F2 M hE IR 5, Al R
PR AR ERIE B R, RETRITHT 90% 19 3 7T 58 i 1
BEHA( hyperventilation BTG A KA, RLIRIT I L AE
T BE B I BE 4 SR 56 15 2, D) X L 28 2 ot A 11432
PR TREE T, HA R IR 0 T S I 2 40 ) 1K)
ot B R T BRSSP H ), Baykan
20 VA 43 SR R LA G G B 2 A R
PE B 2 T B4, BIRYr s AR S K.

1.2 4326 ARG RR BT 43 Jy (8] B i AR AT 2 5K
PRRAE o (RIS MR R AL R B A R A BN A, APl
b2 BEAR R I il . S 2SR b R AR5 6 Rl (DK bf
PEER B ZE 53 absences with mild clonic components ) : &
BRI I MR AR AT BRG JE SR BR 0 B T
WUREZE S 2l AR R R DU AR T A 3R AR Q5% 5
R SH absences with tonic components ): 5 % 3¢ 3y g fih
KA AT SR SR BE R N, LA LR 3, By R R
WU, SRR R ) EEE . BREE Tk - 254 R B S aY

EESA dLntREHI—BERLRE b, 100034
EiflEE 7K 4E, E-mail: zhangyhdr@ 126. com

KT FEER I FMEUR TR MRS . AXFREG LS
SR T FECL IR T -, T2 M R A5 O
KL TR 11873 absences with atonic components ) : % %
NSRS T A I PR RS R, Frh
PR RAR DS BR () ; @ 2R B il B BAE : H 3o 7 Iy
R BAE AR UL, IR 60% , BLBE 2R b & AR FF
SLIFIR] (4 L < 3G 0, i S BRAE BEG BURH IR 4 ~6 s
J& 2RI O B ZhE AN E0 IR 0 o B 45
KNE G0 B shRE W, KA B ZhE T 5 R A
IR HABIE F S RIS AEAE s @A B AR ZAEIR - St
ST H AT B M 2R, i € e
LT ALY TR SR A PR R AR A @)%k A
JE B B« P4 BH b R e AR At T B R i
R AR G0 A VR B9 RE AR AE R M 820K 25 ( absence status
epilepticus, ASE)BFHH UL, 8 JLAEH AT 24 R MR UL, 42
RN U 5 B M A WL o TR — A B T R LA
PGSR 45 1 A
1.3 EEG R WA/ EEG RN Z 4k 3 Ha( >
2.5 Hz )15 A4 A% i o8 22 0 e (R AN 5 3 A )
Sz, RN A, 1 Sk 30 I W e . AR TR EEG
SEIE N, ATAT /0 oy b B AS X R A T e A e
BRI, A A E -

ST 3 Hz S T A P AR R AE R AL 32 A e
B A 7 5 06+ (O e M 2 T« 384 A9 00 T o5 | g
JBCHRL L T4 2 70 HA N R A % sh Ve Aoy, SRS i
MRI 2% MRS 47 0D R AR 42 45 )5 @) 3 1% i U «
B S SRR X % FET SR 12 4 3 Ha A i 5
RARE LA O B SE R IR B 1 R X T iR
T A S R i ) B A 1 B S R B

YA RS FCH

L4 5ol IR PR AR I 5 A IR Rl R A
R S Ao KA AH 4251

L1 ORIAIRMUEAE 22 00 T Wi 0 5 B0 S R A

TS A 95 583, AN Lennox-Gastaut £ 45 A 45 5t 7] Bl
T 5 I A IR INLE A AL, 20 Dravet £ZEA4E A1 Doose
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ERAERE . AN IR SR R AT 5 I TR SR R A Y ) DL 3k
1[10]O

1.4.2 M H( frontal absence ) %5 M- I A 04k &
VEAT IS LIBEAL O R R B, 15 IR - 0 AR B, (BT 2R
A AP TR A R A fR R e A 5o R
B RS B 1 B . AR IR ROOL S A e S S R X
RARAEEH EEG T IE 80U D RBIX B . R A
1 EEG Syt 5 % i 15 20, PTG 7 13 U 3RO LA
3 Ha KB . B4 S5 00t 42 SI0OR0 SR o9 Bz S T
SR AN 3 He B 52455 A B S W BE L Ao (B
St AL P A AT A SRR 8 0 R A 50,
PN B A R A JRRIE SRR A GBS B SR
FIR T A6 o A SR A A A o 2 5 1 050 55 (R )
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BAERLZ I IR A BRI S A, R T AR 1 Jil
BIIRIR I . A6 A SRR L, W 2 AR AT R B
RAILERPESE N o WIS bh 5 UL e bR i 4 5 %) TR YT 24
1.5 W ASE  ASE J& TR B M SR 2, 7T WL T
(ET4RRS  AETAT TGE i 3 10% ~20% "7 i R 2%
U AN IR BE SR 3 , T PlA 1 SRS A LR, 3=
2 R MR AR TCWL B, SRRV IR A Yk 4
T 548 L4 25 & /:( generalized tonic-clonic seizures, GTCS )Ji
BIL AL EEG RN ) 12 3 Ha BN R R, Fr ek
30 min LA o - SEHUGIZE P A0 R VG R % sl i
BET AR R ASE' ™. Genton 45 °ISA Hy ASE )i
Yo 37 (9 TGE 2878

®1 HBKHEIESAHRASH RIS

LT bR AE AN ML T S RAE
KA S EAL TS
EEG & 575 3) 1EH RIEH
KAEH EEG 425 3Hz PSS AU AR JIZYE 1.5 ~2.5 Ha Pt 52 4 Dl sl AR 00 dlohe 5 £ 0 e D K
B I HA A AR B AT LR 20 k4 1 i R 2 A SR RAE RS T R LRSS A ok e M
A RILE A A JLZE S PR AT 2% b oA Lennox-Gaslaut Z5 51, Dravel Z£ 4 fiEFl Doose £ 511 %

2 S5ERSKHRIEEXEVERESRSIE

[# B 47C 4 951 15¢ 2 ( The International League Against
Epilepsy, TLAE )2001 4F 5% S 55 U8 55 b e A AH 56 A 4
LA HEA L HE SR MU childhood absence epilepsy, CAE ).
ARG HIPET juvenile absence epilepsy, JAE ) /D4ENLZE
PEIFE I juvenile myoclonic epilepsy, IME ) Fl L4 25 45 b i
X myoclonic absence epilepsy, MAE ) ™' 37 i i 1 55 i
SR AEAH S BOTTIZE B AE 38 A R B JILRE 22 £ R A eyelid
myoclonia with absence, EMA ) fl I J& AL B5 25 £ % #h
( perioral myoclonia with ahsence, PMA R
2.1 CAE JZJLHWIH WAL A AE. 16 % LI F L
BIEER TN 1.9 ~8/10 J7, di i A JL#WAI 2% ~
10% , S *F R 1 L HE TN 8% o it 1% R A2 K PR T
TR 15% ~44% 0 5B LA P SO SO g e 5 , S0 61
RUHIFE AR 75%  UINBUIRIE AN 16% o KZ R
FINK CAE J& T 5 etk 2 2L IR % (R 76 D Bty btk 1tk
BORIZ I 50 2 v A LU K R BN AL GABRG2
TAL DR AR Y R BAE L 0 BT R B 11
AENPIAHTTES 5 CAE M SR HALH . A 0FsEdl
FEFE PR F e % B T L5 8 2L [ CACNATH J& CAE #9
L) AR
2,11 IfRFFS CAE BINHIEER N 4 ~8 ¥, a2
K15 CAE M 60% ~76% . CAE R EAEME, %
TR H 200 AU AR i TV R S [/ 142, 22 800 )

5~10 s, BILEAVEA B T RER B . HV K50 5 7 & ik
RN R KA, S 2 R MR 22 TR SR il H Bl b 2
BT CAE WA I CTCS, (Bt . CAE AR/ 81
ASE 2T
2.1.2 EEG $§5  CAE ZAEH EEG N BN FRIF A5 /Y
3 Hz B8 ik MR AL B AR I I B AN BT 4 Hz, 8518
T 2.5 Ho,—JBEHFEE 8 ~ 10 s, 3 A 20 so KAERIM
T ERBIER AL T4 3 Hz B U%IR & i k.
2.1.3  ZWisrAE 1989 4, ILAE 2 1 i) CAE 2 Wits
T DA R FRIGEAERY 6 ~7 %) QBB S b %
M H BRSO 2K B4R ) @EEG TR BN FRIF 45 3
Hz 02 % s @5 & 10 LB e B R 2E 4. ohanifE =
AT V2 I L B 1989 4F TLAFE (4912 Wiks v o] A fdi— 1k
A WS 2R A1 A HC AL A5 AiEC 4 MAE .EMA )5 CAE
L SE

Panayiotopoulos T 2005 4421 T Hii1 CAE 2 Wibrii:,
FHAE ILAE Wk 0T A2, (4 A e AR i AHE R AR
e ARRE : DERIFER 4 ~10 2 ;QE TR L RL K
A TE A ) M2 1 450 CAE 1§ H 2%, @
EEG #3506 30 iE 4, Z A 0 DU FRIF 2D 3 Hz B8 15
R . HEBRBRIE : DCAE A6 AT B AR v A I Hofth A8
Ze A AU ZE R 2% 3K F1 & 48 BUAE CAE R LA GTCS & 45
CABTT LAY B GE0E 52 ) 5 @5 Hi A T Sk v R 6 =5 1 ) UL
25 S KT BB AR TS L TE T A Bk LR 2R (R R AR
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AT LA IR K MRG58 5 R LR ZE 53 ); B7E 3 ~ 4
Ha A4S 38 458 S i A BSR40 s @ 22k
5T A RS 5 3 A @ PR RN TR A R A
Panayiotopoulos $# H (] CAE i2Witsfi4: 1989 4F TLAE i
B2 WikR S Ry 7 PR U0 CAE 93897 TR A T
LR S ARV X 47 B4 A 1989 4R TLAE 2 W
FRUER) CAE LG R A SE% EEG /04T )5 K3 AU 5/47
#i( 10. 6% )5E 2454 Panayiotopoulos BIIZWibRfE. WA R
Panayiotopoulos HIZ Wikl T ™4 , 1 2 BAF A 1989 4F
ILAE iS5k B9 CAE SULBEHERR (4 CAE Sl 2 4N >,
FERK I CAE 12 WA A I BR ), 16 3 48 i WS TR Y CAE
ILAF JE A, R A E R > 10 2 H AN
JAE, (A58 b LRI R I ARG JAE S Wibsif i
WA CAE™ 2 Ay 56 CAE 4 W i 4R 5 3 FR o o 25
TiHE. Panayiotopoulos 2005 4F (412 Wit i H i 1 A 4 TLAE
TERHE 0 A 8 K AR HE R S A e, 2
i CAE B2 Wi o8 2000 30 s A I IR i2 Wb ol . 341
PR AEDFIE CAE B0 & K 3P CAE #9TR 9T F B
i, SR FH A 2350 BLAG 1989 4F ILAE 2 Widzifil -5 gy A
B : RIFR? 3 ~12 25 QUUILRL R B AT ; B
HA Z W R EN =5 W ); @EEG 5 5l sh 5, &4
1Ry U BRI AL 3Hz B2 e % @M & RGEAIATC S
@K BUEALEC CT I MR TC S0 HEBR AR i ©
RATEEA 0 AR B LR ZE Sk 38 AR T SRR LR 2R (R
RAEEET DUAT IR Bk R BG 3E 5 AR RILREZE 4 ) @
EEG 7R 22 B8 3 Bk =3 A~ ) s @A e hi itk KM A 2%
KA @R R B HIF(10<T5 ),

2.1.4 RITRITUR  (RG0RIT CAE W25 % L 38Rk,
PRSI AE R FH o BT R A A/ 7 5 22 19 S 7 1SR 0 2
BAFRRAT T HAT CTCS RO AT 45 B2 YT 16
K9 IR A IR T CAE B — 2k 259, 45 b 16 T 2007
SRR AT RIS AR R o [ SRR SO Y
IR Z5IA YT CAE $2 il R ] ik 849% 72, HL28 &4 3, i
VENE iy 7,

FATE M ILIRIEIT 234 6] CAE, Horp 217 $i1( 92.7)
BAERH AT AR BB SRR YT CAE Bk B2 TR
M, L5 = 5 TR LR L, L S X DA TG S i e 4
SRR B AR OB R A R . A SCBRHGE P R R
DTS 50% (9 CAE KA S8 245, T Ry od IR i iR
I L IRTTAE R 8 e B 259497 . Coppola 451 4K CAE
SEJLSE 38 il B PR PR R 5 = RAYT A 19 Bl 1 A A
Hit P SR 52, 6% ( 10719 5] ) & AR 4as il , FHHL B =k
5.3% (1719 B ) K V45l 53 4~ A o H R %R # 63. 2%
(12719 ) R AEdasiil, RIS =23 36.8%( 7/19 i ) K& 1k
Pl s 12 A~ A iR AR & 68. 4% (13719 f] ) & A $as il
RIS =3 52.6%( 10/19 B ) K VR4, 00 P 25 %t 5
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i A B A8 T TR PR 28 P o IR A R 7 FH G i
JRYT CAE A0, 4 T 19 R B 4 58 = R RO AN H 2 TR
FIPL Grosso 4512 U4 119 4045 2 Bl B AR B9 LR 1989 4F
ILAE 1 2005 4F Panayiotopoulos HIiZWiFRIESN R W4, Horh
62 HilFF4+ Panayiotopoulos 912 Wi b di: , DU A 24 % & 4
il %k 95% ,82. 3% ( 51/62 15l )i 28 58 4= B fift 5 i 3 57 Bl
RAF4r Panayiotopoulos 2 Wi A E (14556 1], 4 24 %t & 18
Pt AN T7% , T AL 50. 9% ( 29/57 1] ) 58 4= G2 ik, Ui
T =A% (932 Wi bR i X T 3R CAE BB 25 77 &% R B s
A T S, AT 5, SR CAE S TS RAT
2.2 JAE JAE R EMETR LRI IGE LG 1L fE&
#IGE W JAE 29,5 10% . JAE {Ei (62407 i 5 CAE AL,
29 11% W LA W IR 3, 280N 0 JAE Ry 5 44 1%,
JAE 5 HAl IGE £, R 5 U2 5 CAE Fl IME 7£ 2005 47 1%
AT T PR A N R T 4
2.2.1 WPRAES RIEERN T ~ 16 4 FVEER N 10 ~
12 %o B A RFPRIEARMIE . BB R LA JAE (3
BERAEIRY R RAERIITREL CAE 2, B H 1 ~10 K, K
PR SRR VR BE R CAE W56, 130 & A B Rz ek v )
i CAE £, 28(16.3 £7.2 )s, DEUAT £ 3K 30 ~40 s, JAE £}
JURTTRIBS AT 2 ~ 3 R 4 4 T 1 & VEC A 5 i | JIL R 22
F GTCS ), (HLILAY R b f F= B R AE IR . A7 80% 1L
AN GTCS ™, 0 A A SRR S, AR A, W
F2FMEIR R B 57 5 R R B R
2.2.2 EEGH5fH MAE AT WL T 15% ~25% B9 JAE L,
SRR iR LR AR AP JAE A ASE SIS R A
K AR, 2 K EAE GTCS ZJF . A 2¢#HINA JAE 29
F CAE I JME Z[AI P [ B, EEG #5055 CAE ML, {2
WA AR T A B ik
2.2.3 BWIERME" g8 ARRUE: OV F IR R ; @ &0 i
BTN TR A3 B TR s B M AL S Sk T2 A A
TP R L 2SR 3 ) GTCS s @ & A BEG Sy B 7]
AR 3 Ha BRAS K 20 AR I & . HEBRAR M DUnA 2k
kA D S A R G 0 R LB 2 AR T A Bk 37
A NUPEZE s @EEG #5016 2 W] 1 5 5 50 R R 5
N0 5T 5 R AR R 2 R DR A Y OIS R AT T
B EIL
2.2.4 JRITMBJE BT JAE WAEA GTCS, AT B kM
TR , %R R GTCS YA 3, % 70% ~ 80% ¥ i L WT 44 il
FRATEY S o ABAT AN BIARGE JAE SBOULHE KOS T3 e 5 |
ARIA BT AN R B 2GR Rl A, T
R K TR R S =R L Fattouch 4 i i
A 5 16 JAE BN 22 200G AR B2 B INAYT IR &
Vgl o R A Db A e 2B L %2 HE £ BRI A R A2 05, i o
ARTTRETE R GTCS M H . AR & A IUREZE A 2 fBexd
UL AT BRI A K. JAE BKIIBUR A CAE, R



. 148 -

FPNIAIT R ZHBIAE BILA R AR R AE % AR 45 il %
IR TTRE R BRI 2 80U LT RER Z 24 A
I7. A HHE WR JAE WE AN R0 fa B E O A& IF
GTCS! ™ SRS s 11 28 95 45 S0 UG A7 o fis o, 7T g o 2
JLISAE SR BRI AT R 2l 3l Bkt 23 38 1 46 0 s AR
AR (9 10 I 5% . JAE 5 CAE I IR KM A4 S,
Trinka 250 HFFE R I PR 2 BT 5 A9 BRULE B L BENLIE
25 GTCS, UG B Wi & 3%

2.3 MAE &t Fb WA JLEEIOIMLE A AE . MAE X i 45
FERIEILIN0. 5% ~ 1% RIRFIRAE 2 ~ 12,5 2, B
BN ] 11 AR ERIGAERE T % A, Bk
%, 295 MAE SBJLEEH 69% . MAE BIJ5 R4 5 CAE
LA 19% ~25% W ILA WM £ . A 2/3 198 JLIL
W AR TR 2R AR A AR R AR J& T LR A AE

23,1 WGPRASA H RSN SR A R AR A R0 5 1
WURRZEC fRZE M B, BAER IR R4K, FH R K. b
i N I IR IR v =W 69 [ <] e S R
A7 R B B A A, AN KR 0 58 T 2 1 T 9 38k R R
i)~ fss . WA B SR BRI Y 2k . i B
ST A DN G 7% b e B PR A 1 o BR AL ZE 2R
MORAES, 29 2/3 1 i L A 20 i H A 2 A8 1 & AR n
GTCS ML it T LR 2 2T 5 b 8 0 o T o B0
WUBAEZE K o ARG . 240 45% BOLEA GTCS, Aatkfi %,
f GTCS FEWURH2E . ASE 76 MAE /b,

2.3.2 EEGHES KAEH EEG Jy 0%t #RIF 4569 3 He
S AR A RS W RIIL A ZE B SRR B VA 36 . EEG Dk
B SIEZES A EMG B A 15 ~ 40 ms( ST ¥R ML)
B 50 ~70 ms( ST 5L ) BRI U ARV 5 kAR
WA B HBOR BT, BRSNS R L CAE (2R 42
PEBFIRHE 20 10 ~ 60 s A AT 32 50 30 A T e o i et oo
Fep VR IR AL AT A R AR S BUR LSRR (A REEEHT [R] HY
TR . BB FEIR BN TE , EEG T B — A 51 AR L 22
B, BEIRYHTE 10 Hz B9 EEG PeiG3) .

2.3.3 %512W MAE [ 5 H A AURE 2R 4 25 4 & 1 A
FERME ST 3E A7 55 50 J5 %% 7T UL T 4% £ 4K 5 3% . Angelman
LRA LR A B 50 SR HN  BA B IYE R CEEG R
Bk i MR S5 46 . M RAE I Hid 5t EEG EDERT, ik
DR U S T 5 P LR 298 B e B, B A O S R 2%
A EEG Al EMG [R5 5% 4 B T 1E# 2 B MAE, 4
AN 2R pf 3 Ha S Ik X BLIA T 5k dh R 1 A P T 2
PR AT, B 2E AT BEG F EMG B A 4348 3%, DL & B
MAE B9 6 2 BRI PRAFAE . U0 JIL B4 2B 4k 25 4 A 1A 3k Al
R VR A B AR 4 A BT 0 BhRE 5 AT A Tk
RS A 05 s 5158 WA O BRI 5 0 AT A
EEG( VEEG ) ¥l , I i 8 EMG #6575 .

2.3.4 TRITABUS EITH B AR R A A BILIE
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XHAEA 5 KRN IR B 1R 5 2 BRI A AT
XEIHBA> MAE 4120, IR S hi st = RER R K41
£ TR A 5, Xt DL b 25 909A 97 BOR AN IR T ik
FHACHLER A2 2RI A6 25 . 29 1/3 LU ZE 1 5k i &
VEHREE 5 2 THA AT BILTTHREE 10 2L B 4
25% HEILAERGRE T A 80 F 80 o I Z2 A R A SR ] P 3
A, DR S TGRS AR DR T A 2 R R B I TS
R EE, DEGRILTENIPEZE R AT 55 7T R
AN Y S b 2 A, 2L T Lennox-Gastaut £ 45 fiF /9 4= B
PERAES . A LIRS 5 G BUR S0 CTCS WBUR
P00 GTCS MM B & - A I MAE F 30748 i
2.4 JME JME J& FP LA LEEZE B A1 GTCS KA B AR AT
ST 2 ok A A e PR ARAE (9 IGE 58 AE . IME (4 &3 i
HILI 5% ~10% , 1% IGE 19 26% - 4Rl H T-WBi% 12, i
YIRBCT T RESE W o AR AT R I Lo e R A o T 33
P, H 290 1:0.66. 29 80% 9 JME LT 12 ~18 &
BRI IRAFE 14.6 2 . 2947 1/3 (1 IME LA 3500
K o KL HUE AR, B 28 SR
IME J& T Z M 38 f% il d 90T KRBT 3 4~ IME Sk
B 2 EIML A T 3 K 6p11-125 EIM2, 4 3 (3 {k
15q14; FIM3, i T3 a4 6p21. 37121 Suzuki Hl Delgado-
Escueta %5 2%} 44 4~ IME K RZATHIGE, KB EFHCT 4
KA 5 AN LRAENLSAFAET 6 A IME LR R R, ks
FAFULT IME Bl EEG A 2 B8 Ik 1932 523 . EFHCI
FEPE AT Yk 6pl2-pl 1 i AE B 738 8 & 1, £ 2k
ZICHPAT ORI & M S0 43 T L B2 L1 T 50
o
1989 4, ILAE RFVFVER FIL5 A5 4 50 28 ool IME 5 X
R AETF ARG , LA B K B T L 22K TS AR TE B
V) A JOL R 28 AR R AT, B L S W 8 . VT 5 LA 4
FEILT AR, R R IUA BB . IME &R T tE S22 5 .
AR AN A B, I HLZ R T ph R 2 R IR T % .
FAEFIAREAE Y FEG W R TRE A )12 A9 LB S AS
BRI R 22 B0 L G Al I AR JIL I 2 2 AR O %5 ) 3%
1738
2.4.1  WGRFSS SRR 2R & AT IME SR 28 Al i
FUBR ARV 09 2 190 30, B A IME. SO LER AT LB 2 45, 9F
FLIE 2 W2 AL S5t . 3 R S 0 XU Bk iy ]
09 K TEFTHE R LA R B0, B L TR RS 4 & TR
e JULRAEZIETT A BAAS i 04k T LA 3 8 22 WM B, 10 1
JE R B AR A AN A7 2 g LR LA 9k 3 2 SR ), A st 3k
BRI ARl T, R R LAR A A RRIER], R AR
22 BTV SR RS 0 S RO S A SRR AR, R A
GTCS FIC L )R AAE , IEHAERIZF MR JG W 5 KAz
AU ZE £ 22K Z5( myoclonic status epilepticus ) 4e= 4§ fll
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MRZE i 22 A 30 min DL b, AT A R e IR e A 54T 5 A
R R 2R IR A AT SR . 80% ~
95% 1) IME LA GTCS &A%, 4 b BILBIZ 19 3 %5
LT ZE s 2 )5 i, 5 5 R B 3. GTCS
SR A T4l 0 S 1 45 AR BE A LI 2 | RO %€
HIsi B i, oA Je Ik, GTCS T e A W 4 K A= .
29 1/3 19 JME FR LT H 30 MY 5% bt % A, B &A1 B IR)
B SRR R NP B SRR . RANR AR AR A
HEWA S, 10 2 LU WELE 10 2 Bie A x5, IME
BT AR T MRIR % 55 I 45 8h &Ll b 2K
YRR, B DT RIS . 24 50% 19 JME (LA
DGR FLAT SR B B LTI ph R A 1 9 DA O TN R
FCFT o HESET LR R A A b (1 244 2 7T % [ b, ]
R R,

2.4.2 EEGHHE  EEG ¥ 506 30 E W, &40 2 7kiE ik
3 ~6 Hz Z2 02 I, UOIREFK , Hp g DB Bk, 511 DR JUL R 22
)25 K A L 22 R I B AR 22y 10 ~ 16 Ha, T 3 22 1)
5 ~20 A4, T RAERBHE A M 3.5 ~6 Hz 212k
B RER 2 ~ 3 A TG IR AN 2 3 BT R
Jidi e RTI R A A IME SRULIENR EEG 5% %81k 90% ~
100% , JU H AL MR IR 5 75 T 3 40 B TR Jc b D 0 904 22 R DR
EEG WAy IME By S50 RIRR 5 00 46 75 F B B S ¥
S5 G 44 ) TME S8ULIS B EEG B4 5 509% , BE IR
EEG %0 95% .

2.4.3 JRITRBUT GBS LR R IR
I I RO Al ke 45, 3o T IME B9TRYTF AR R 2. 4t
TRINZS PiAdT S R TN IR S AT IME I 259,
249 80% LA 1R B 24 947 I TT sl A0 g =
R4 IME HULAAT %%, TT AR 25 3 s 2636077
Morris 21 W T X6 T 79 1R ¥4 97 60 B9 AR LA FH 39 3
= IR AE A AT AT 7 0, AT 2 FE LB R 5 = R TR T
IRT 58 & Pa il 4 V- HG 0tk 18 2R T 40 Sy SR 24 B0 i 25 3R
J7 00, Sousa 4 VIEE IME HULRE FHAERLERIAYT 1 4F,
JUBRZE (GTCS SR A B A4 il 5 43 51 68. 8% .62. 3% Fl
22.7% o 72 ZALPGHUE R IR 4, 5 H AL B4 24 To A
HAEH, OA KRR AR IHET IME #24
B AT BT S A AT R AR
G a LU IME S8 LA WUREZE RS b & AR, WON e
BEFHIX 25 2 Siven % H4E CAE JAE . JME FIl EMA
ZNRIT TG , R BIME IR PR AIAE IME Hp 45 H At 68

20, mMTHEARERES R, BILHHL M. & 90%
9 IME s L35 A BT R AT B R ek

15% B9 IME BILMELISRAT A RORYT . a0 3 Fh & ARSI L
WEZE SRR GTCS ) RIAE L 45 b 7 AR i 257

2.5 EMA EMA P RFER N 6 ~8 &, Bk U,
FRRRAIIR T o S e Lot s L AR % 2 A0, DU
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OC 5 FA0E WO MR 6 LR 28 1 Jd 8T 2R 4 A R AE . &
V8 3 82 3 U, 22 SR JS A5 091 ) o Bt 3
2.5.1 WGPRAES EMA K AR RAE 22 30k WRBG LR 22,
FI IR AR ER G FD 4 ~ 6 WIS, i EEC 25
3 ~6 Hz B8 il & . ST A9 I IS JULRA 25 T T 2% 4, g
i I 4 S B2 o 2 40 AEL A 2 AU 2 i T I LR 28
Keftio MIRTIE R BEG R R & At i LT 58 5 ek
S P R S T AE IR TG 5 3 i B 7 & HR RS LR 28 % 1
A B LI A vk RO s R v 2 BUR LA R
GTCS, 5 B9 55 FIR 25 MR IR AF D RiK K . 29 50% LA 2
G ARR BE LR ZE  {H L IME S AR 993 0 B R BE A, B
UG % & it B, EMA 5 IME & 45T 4 — 52 38 X
PSR HR I LR AR S EMA 5 LRI FLRR GE 1 9 % 1 2
FH AL B ) IR G LR 2R Sy R IR ER A A I AN
DA J3— i 37 B2 5 i o

2.5.2 EEGHEf LAEM EEG M) 2k 3 ~6 He Z g
Pkt K, A R EDZ0 Ly B, Fr A IR B0 25 L e ek 3 ~ 6
s, PEATEAE IR G WURRZE o DA SR R A5 MR 22 i vl B i R
Koo WRNRTE AL 222808 22 Rt A s A e A
2.5.3 TRITABUS  ERENILIRIET T S IR
T PUPEIEA R LA ) %A 3 04 il 22 2
JRYT EMA A2, BILIRIGILERZE B GTCS ¥ i, £
BURILZIARIT E A R sl (EATH AT Rp 2 i HR B L4 22
Bt R R BIAYT O mE T TR
S BB W E R EOA YT AR H TS 38 a1 40 0 s i ) K
B EEG #:7% nT 412 W EMA,

2.6 PMA PMA & -FiJL#I T &R WA IGE £545
fEREER N 2 ~13 2, P10 B AL, L2, 4
50% LA IRIIZE 5 ,9. 3% BULAE L IE 14 S8 46 M %
e,

2.6.1 EPRAEE PMA DU A% LR 5 Ak 2 A1 At AL
RS R U R A . 10 R LR 2R SR A 3 L e T
LRI F LR 5 s 5 R B TG 28 R fadh 2l , ™
bt T B RS DR A B & A A b R A Y
PR iR A TR AN, B0 L O R LR 25 % A4 e (B
A2z VEEG TESE A S8 S oA D R LR 2 00 D8 2L e
B, RARFREE IR T 4 (2 ~9 s ). KA
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LR U Bh AR TT B B IO &2 ik, RV EEG 7T i
BIZ M4 ~7 He BAB A Z RS AR R( <1 s), WA
BRI R A MBS I RS I, 22 R R o 1 R LR 2R
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