1.4 £

Aol A71H #gEe AAAY 71ed @ed w0zt
Zle ABAE o) AT AAMEE dolile A
3|

7 A
e AN B4 BESHL Aok S A AL A
D W, G HAY Auddel YL Yol ® BE

1 A ¥ (electroencephalogram; EEG), & X u:= 18754
Richard Catone] E7|9} dxoloA Hzzm w34
Caton HofjA 71zt 7152 =4 3Klocalization)E ATsh=
H Z4lo] At 2+ BV} Yoy w29 o dFE
Aslshar Al AFg AABHHEA & *% 715 3tdeHl] e
FTE woll Edle] AAlE uf 7 FA H71EEe] Wi
7} dAFOE AE HAFA o ‘?}%5’ Hz 220 7)
29 Hzxo 7272-F A (sensory-evoked potentia) & 7HE
"tk Catone £33 d50] E79] A gH FHUS o
ol 74zt AFE AAHA Fr ASodw vk AF
o] ZIZEHYE AS gskem, o3l gl o 37

4 g%e v 28ug,

190211 Hans Bergert 7HE Abg8te] M stoll #g A+
E AlEEE O el 192089 = ¢3ke] EEGE A435HY]
AzEtatnt a3 HAREEQ S 8§08 =i,
ol oAl Mol WEE rIEsh: Zlelztal ST
EEGE FAEe S3d A5 FHgAY, 3™ ==
X &e HFE Aste 715 4 ok EEGSF AN A
doz  3aAAT(electrocorticogram;  ECoG)7F  9li=H,

M

g

i

h=)
g
L ‘-N

o] Fuhpia)d] FHol $xg HIE& AR}
o d& A7NH 7ES «]U]?‘lq

hal - w1 7

Sabe Ao, 93 Jlsye shuel wa AT 94
= —‘?—Ei Wel ol 4 29 A 2
7

BRPEE F46% 538 1997F 57

2. ¥ A3 &%

Az F A HAE ANIE w2 AgE o A%

A2
el 49 sHpulse)2A A ojdf ste] WxE 9
B AFe) Zxe] oEdch FE7lM e olF AAA
F7b g Bz Solzel wik HAE vol YsE A

By 22 7F A9 #A o BAd AAERE
AY #HdY w&H dFHe Aol ofel synaptic knob
2 Eole o BEd 2RAM A2 FAE7| &

ARolA U ARE AlYaute Ay AE
2w & shhe] dap 4l
T AEE gEAT 22 43
o)

Bt 7
. Azte) yg

A

\=]

!

fo

Azl g3 2l 24 ®%-& synaptic knob
g 7HA3 slew Be ARE FE impulsed e

2.1. Wi ¥4 EEGY 7|9
LA AFAEL] A2 wpRd) H|F diEF -75mV A
o] AYHE fRgtn JEd, olE AT 9 (resting
membrane potential)g} F-Et} ol A ¥ o] upgEo] Na',
(Y 571 23 K'9 F5e @A, AFE orze. v
Z K9 5% =1 Na', Cl 9] FE} g 719d,
gk Aol A AR AYE wEs A r dA
HNog FA3 wasl=d 2 ¥EE A% &Gl or none)d
o2 Jehvtd o5 #% 4 ¢ (action potential) el 3t} o]
*‘5141”]7} AANRE uet X*FEW‘H FM9) Tl sl
Z(neurotransmitter)e]
] W A7FA (synaptic cleft)
=2 %%94 gtol] 51113}% F871e] Farg o]
& 7o HHdE &
7¥eted 1 (-)7F ==, <% (hyperpolarization)©} 2}
gtn], olu) WAH HYE °*7<ﬂé AY2% A9 (inhibitory
postsynaptic potential; [PSP)2} R-2th 7 2 HdEZo]
FEAolEH, oy w29 e Fadty (D&oz W)



Jl=olA

Es

g

potential

=4

Lish Jaspere] A[2lolA vpgki=dl,

o]

colex

T

a3y 1. HEXQ EEGY EEG/DC T 99

2 o

Al =,

A=

s, ojuf Ay
A A(excitatory  postsynaptic
; EPSP)gl B2t} v 2 e Qe
A7) e, & o] PSPet EPSPe]
W 9 gk(threshold) & WXk ofiriel] wme}
| 85AE AN = ob byt AA Y,
P AH7E e R AL Hu

“H+(depolarization)©]

A
W

olg AEH
5 1A

Lo }\]

A = T
T ks =

o r}m
[e3

PN
T

o =] A
= EEGell vlall 1 A77F Abas] 29, 247]
Aot A= hE AFE) o} F Firto]
Aelg A5g E3 V1S 5 A vd g9
ofFg] 2& Hijolgt €At &
ALESte] 7] 5

FANY AEZAA L}
Edgith Aﬂ“iﬂ
(dlschdrge) | A sA %7 3K svnchronize) & ©
& A9 E7Meeln, 3de] EEGH RS
THE UEAE dS oFelnh o7)e

a5

=k ww¢ EEGE

/( “1.Q.

’17_

2~ Ol o
T

U}i‘fl’\]ﬂ a7t s AEE

F Adeh HAAA e FAE e
FA FE(pyramidal neuron)®] A3E

Wkl EPSP IRy PSP 7101@4%

3T %

\

a" 2. S0t

dE=5s oy =

Ag A2Fch EPSPSH IPSPS] ¥l =3 A1zk 3Hcime
course)x= EEGSF Z v|7AH9, olE9] 7}5(summation)&
Ao AFelA o o)Fgel wel ol {EY %
TZ(columnar structure)ol 2]a) &z g}

AR SEA7E EEGOl $-HR @ AL ofdrh
H 1oME gdo FAARE 7l T ARt FAME
o] F3E7I AYAE ol RS BAFY oW MEI
ME2e| A HHNE 7188l 53 FASURPIAME EEGS
EEG/DC7t 71&5ed, ME1Y] 7]|EolMe} o] FEasizt

Wol HehFE FAME paEvlel wHert Fks,
EEG/DCS] 71 Mbaseline)o] #8}doks 42 & + glck.

a8 AFRELS /E 783 EEG Aol #AE o
3l EPSP9 AT surface negative phenomena Abo]<]
JHAAE BT T8 PSPl EAiw
positivity 2] A7k = g@ A7 B3
AeH3) W2 ol AdTArE 2 vehur) 9%
Ad, o] wWitol Elull4]& EEG &% 28 429 jr&09)
T718hE 5ol o) wAsH, EEGel 7lofshe AL Ee
LA Rrhi=
=] ==
Calvet %[5]% Ha3 3712 914

generator)’} £

[=)
% surface
o]—g%

A
T

Aol

%“g 7} (cortical
shubis 3o
¥ Z(superficial Iayer)oﬂ 01 surface
spindles dozith HEdhtes Ho 4 T #AEH
surface positive spindles 2AAAIZITEH AWl Bl A
WAAIZILE Calvet S(5] 3 HA)
I FzoA MBSty o2 F7kxye AEZA S
FAE7I7F B Tajsl= Aolela Aerstetl Peronnet %
(612 AZPNAN FAreE g2k A5kl
EEGE 247 Aos HA=e FAALE
SR H A A (dipole) 22 o]
a9 285 v BAoAMe FA4A wslR ¢
A Fzle] HHolA ALatE A7)
FoHRL (@9l A ZA(S), apical dendrite (D)2] ¢+A
el 1A Qloh ME AAlel uhe A A EHA
. AIEL] QML vz Eof BlE] -RBOmVoltl &84
1elo] apical dendrite® tip& &3 ZFEZA| ATt Az

= negative
H
SE=1

negative$! slow waveZ

Zea)iy

L

Proceedings of KIEE. Vol. 46, No. 5 MAY.



Szt olwj A o] F-{ A 0o] et o] & HF
AEe} MEHNE o 520} o]RL (b U] 3l
H, AN ELNE AF7F WA internal resistance; 1),
238 ry), AREAT IS Fd z22A o RIF
(external current flow)® 1 XS Eeidl g &
Eooaf WA oy, Feld w9 HSds (o)A
Aoz FAE AT 2ol 54 equipotential - line) o]
A7 Aotk #YAE AR Xeb AEoA 7t AH Yol
A #2428 £ dad), AH X AFEA Ha goja Ay
Yol 7182 £% gthe). X} Y7 A Aol $x13)
NoeW(f), T F ATV Y waoz Ay Ere

oo

:

Al AR, oY AR 71E51) 2 Ao
ohowhl siube) AESE ARl PRI, Wk
S AZANN EFRGE e Aol A58 Hol
o sAelAE 1 Aol 8A o Batse EEGIH /1%
& Qe ARl B RIS da) ol
3. EEG 73
BEG 43 A9l 1 gaol wet defac ol F

S} Bl Al g gol FEE 5 AUk

3.1. &%3(alpha wave)

Subshe #3447} 8-13Hz AES o
4 AFold o FBL £e FI olg
ool Q& Aol AME A9 BF wAd 4 gl (28
U ago] AlEES °Ur4%3_= L AYA
A2 B5E
az\7r 2AasAG Alebzlc

.
A4 e

3.2. W€l 3} (beta wave)

el 1 $9471 14-30Hz, %2 oF 2-20uVel
FAY sholch, WEhe wE RUA EE AAH BEL
@ o e

iz

3.3. 2e}s(delta wave)
Webshs F357h 05350z, A71E 20-2000Ve] S
M, AR 2 208 4%l Fekol e Yehel

3.4. A€} 3} (theta waves)

A vad E4 oo Wiz 1 Faet of 47,
A7l 20-100uVAEo|th o] Ik o EoA REoE o™
o9) AP EEGIA WA o mol WARE Aoz 1
2HE Rt Walterl9]= o 7 &2 AjdAxe &3,

BEPLEEE $4I6H 538 1997%F 58

HI}(Electroencephalogram :EEG)Q &MII& 2§

2z FF deeld e e
Maulsby[101& EA4& A S =0
9 A& 71z Aergyt BEEvn oy

35. 7193} (kappa waves)

Kennedy, Gottsdanker, Armington, 18] 1 Gray[l ]
AbZ(thinking) 9} @& o] A& %8 oF 10Hze] #HE 4+
Aok 25 o] HArb oF 30%9 H PR A %}"giﬁ‘i}j
Bists

_°.L r*r

}_

3.6. @3 (lambda waves)

Evans[12]9} Gastaut[13]> <17tellA risdE 2SS
o} o] ¥ AlZb A QoA 71EEYEd, oA AlEY
Alotell  EAEE oW didy AH(shifting
imaging) 256 Z#s= of® el Azt vkg-& vEh
v Aoz AzdEd o] s Fofo] AR Holn, AEE

T (e N

20-50uVAd Aol did {bEo 2 150-250msec EQF
A%,

22 o] p=N

3.7. % ¥(mu waves)

F3+ Gastaut[14)7F Bastp e 2drt2$ A H(peak)
I} 22 &3 2 9(round negative portion)E 7HA 1 )
ol A& AA AFF oF 7% AdHQA EEGolA vER,
Rolando & (fissure of Rolando) $olA 7|&€E 4 A} F
g BE 9-11Hzelt). Koshino$t Niedermeyer[15]+
Fol el AF(patterned stimulus) & FA & W) Bxh7}
ZEths 318 dAsdgn a8z
22849 o] 3 HAAF 1829 (8.1%) MM F o)
. B astgot

O‘m o %

r\l

=0 = hva
o5 ¥ HFE

ZA%} vers

3.8. EEG9] W (variation)

Aol FA& HE W A EEG g59 F3FE o
ool me} WP FotollMe= weEn welsiel Al
Bgo] wolAgt F5F FHoM= 1 gFel =71 052
Hze| stdo] F& olZth obg7lofe ol2d =y FF
B9 gFe] X7k wepxan FdrldME 4YY
ggo] vetr] Al d3 5o Faes €9
&, AL, F419 glucocorticoid hormone?] 4
of mel A&dd, $Hel CO ¥d(Peopol &55E 2
goh 2 whdie] Feelxs Frh3th

i
e,

Brood > 2

4. 713t R vE71389 714

Sspsish Asew shgelA dEA dlE Sk EAa



>

Jl=ols

T AME " FHe A a4 24 QA 2gsn
AThE A& ongt gustd Wl A HBo] FAA
?l Ars UelAYW sl o) Ry mx QA=A ¢
& Zol7l miFolrh ofr|A sz sojol & FH FAr of
WorEo]l wrlHe g Awsta, oW 7 & (mechanism)e)
7189} vlE7)ge] B Ertelt

4.1. ¥]E5713}ke] 7]%(desynchronizing mechanisms)

254 EEGE B3 Aojx Mgto] @& oz iz
3l 8% 71 3Hdesynchronization)ys %3 (midbrain) 437}
2 543 Ao AFor g e Fx o)Akl

o5 A 2, Ao A% 7 FA xpok, Er
9] 8 A (receiving area) A2 AFe H)F7)ES
et ederh wvbE Fx 9 0(tegmentum) WA

(reticular formation)$} Ald9] vB]ERA A (nonspecific
projection nuclei)® ¥I% 2=Z& EEGE 9% 7]|3A17) 12
FAe 58S A WE Zdl(medial lemniscus) 9,

7}
oe d8d 54 BAE adete F3 9 913 2R
oy

of & &AL AR by vy EE weld
Sk ey EAE BaAAE EAA7)A ‘&s‘J—’ sk Al
{reticular activating svstem; RAS )% Apghats i ) o

il

(collatera) & 7 /-3t RASE Eoj7ly, Aldz w|E54H
Ald FAAE A g ") oj=i= A gt kel w7
st 72 dEe] dajd oz A4zl #E ofu}h wzh
o] 4bAbal 7 (trigeminal nerve) YA & (rostral), o
(pons)2] wiE=(dorsal) AAIF2] 1vlE(cauda) L =
T2 T A A (olfactory nerve)d} A4 (optic nerve)2
s vgrgks 9A] B9k gebs] g A (reticular
formation)7} ¥lE 714 28a ofn} zhA] "LHJ% 9 o 7=
T oshte] WAy sEg 2 dgA] B

ZH 2 EEG vl57]87F dntd ez

7

Elo] -aLAL %’.}_3 2o

bl QlojbA e o

< ot} @,»&j,zj ™ (paradoxical

fli

r°"

sleep)oll A H]57]4d 2] EAE ofefoll A o]t Arirst
743 FalAl A (nociceptive peripheral stimulation)-&
Fx el £ & HEolA vl¥v|E gleo] AXHS
F2e 4 Qlod, & Al (posterior hypothalamus)
o &8 7Rl TEAAME 24 glo] nlkraE fure
vh owekA wabAe] M ETHE 84 zol v 57 sket S
of Q& A 2ok

RAS9] #H3& burst acthlty T Yk (recruiting response)
& SAgth RAS AFE BES DA77 W), 1A

FES BRAE A7) uoie 2gAslE ez o)
dE 5 glth SR wde) 37 FAdYe) g 2w
FES FRERNE FAHOZ BEey, WA BEo| 2
el g Wi ERW Aol od wgozAT @
s@ch RAS B35S 9L o= AR oAgony ol

B2 RAS %9 & @y Fud ZTEAdoMe It
2] %L_’t\’/}‘? EW}E” 223 ANE/ZE H)(signal/noise
7

12 98¢ A3 ma 74

I dixgde) 713 A=52 wabdel &%y EEG

< T/ deolalA b gl A Re=
A2 orbital surface®} superior temporal gyrus©|th.
°§°—‘39] A2 s FES ASAY oY &
7] o, ojHel e FEoMdre 7hAHY &
o) oheE #3 oo zpe 23 AHE A}
i At xylzﬂ, EE PEH 4L febr wiEu
ol2igt AL A AAM f(corticofugal fibers)?t A=
FE AR Auzitke A AjAbgh 23 ol g
A A ntracortical  events)o]l  ZHd(arousal)g A&
2 E2Z AlFgch o Al FAMd g 7w
o] glolk ¢loithes Avkyl 4

!

[

=
q >
O

5 2 Avimass sympathetic discharge
= E20AR e #2ad 7Yt FolE 71goe
ele] ZFHreinforcement)olth. o} &= ofob & gtol

ol 4}
BARGR @ & g, duste Akl ofw Frr

=
WA FRAE F7HAA7 wEelnh 2l Faoles
gl WIZHSE o] FEAstod], ol SAl(pressor

= )=}
agents)¥ =7} W(pons)e] AHFolA Hiutgl wZel X EEG
S FEaA gk B Ae FEola due sty aw
A gtk

AR o % gle

42. 5713}9] 7]14&(synchronizing mechanisms)

dat 2o B$¥He B FAEIY BEe) EYsEg
= AG AT 7 29le] o] B8kl vedgich
o] -3k Ha AfolM 7 w9l o] W B3 ©
o 2E]ar Aol A el st ¥ Aimpulses) 2 B B4 4

Proceedings of KIEE. Vol. 46, No. 5, MAY. 1997



T Frle] AAMGTE AEA S| U] Fold, o]F
shtd RIe o2 ARMRe) A Apropagated
discharge)& #9) obr)3tx] AT I FEAHlE dee
Foh wako] fabe HlTe] AAETAME o)X ARE

7

M dolubts olde HEAEOZ F7157t gAHE

ol gl

e ga FaAEre AdeE T3 Ao zHE T}
of gMNE JFS BT oE Jd FHE F2A =9
A 27+ DEW A FFo| ool fled Brisid @
£8 RIBhA)7)A] Eech D8A S22 =8A e 9
Bole] AR o] HuEwW dEAL dAsA g
Al Hthalamus) & e EAAI7IHE &4d ZollA EEGH
E7187F BaEnh ok 8Hze WEE AAME 2Fakd
g8 F& S 543 gHzol wH&el fursch
o] ¥hg-e] A7|(amplitude)= Z7HTH ARG 3y BE
ol ¥ ®F3(recruiting response)eldt H T FERSE
(sleep spindle)?t 28 burst activity® 7]&-& s &3 AlAk

ol A Falol 7]EF W EHoz Fdsic) ol ##
& Nde2RE FAE BE, T AR T)E Atel) b
A ¥ (reverberating activity)el %713t€ EEG @59

Ao Fo3lthe A& 2.

EEG %7139 Matgue 43 3719 HAs) —‘?‘%’491
AAF0 g2 HAE 4y o dEdA] = BYE T2
AldstRet 29U 2 A& ]’B“%Wﬂ AT 7 E gy
(diencephalic sleep zone)o}tT}. 1}% g = oF gizo]ojof
goh o we) ASElH Zhgde] fEch T oA Re
243 (nucleus of the tractus sohtanus TFEY A5 9l
t B9 %713 < (medullary synchronizing zone)o]
ot o] R AZFE 4 Y(diencephalic  sleep
zone)?] ZA=F¥} npEriAlE MEyE =W £7)3e S
ob73} 2Tk Wiyl waW ZpAdS ofy|gitt %73 wAl

E71AE A A Fout oplx Ao g AaEhe

2% ¥Fsle A 2ok $73E dor)e WA BYe
71 A M A 9(basal forebrain sleep zone)o|th o] A«
& Al2abH oK preoptic area)?t B&7lt)#(diagonal band of
Broca)& XE#gct 714 d¥ g H(basal forebrain zone)2)
AAFE A5 Wt =28 w2 Ede E7)8le £He
AT Aol ok e dEne E}EE} o] &3}

¢

l

v A8 Ay w&E AdASE s T2 99
v gk o®| ZA7F otk

4.3. RASS A4lvhH

e 7HA] Bl HARHE dose AL opF:
m2g @2 Jolleh Levt #5A] AME L ojH R ER
HE A P2oMe) A5 2 9alste $EE 7Mxa s
dolrh o]R}& HAlwpH A7} RAS°11*14 AEE AAEgo
22N Fo4g dod F vy 7Heg e ArIsth olE
HE #F4l A (sciatic nerve)?] Ao chdt W& Zd9}

BRPEEL $46% SR 1997F 58

Hilf(Electroencephalogram :EEG)Q &J|& 3§

RASe] whg-o vxjx odl2e 72 vus) 23 2
b2 AEHZ2E AA37] oy A 3?‘—0111’} =l
o] FYUatA T RASE AHEE Axeh# 28F 0=
o] ArAITHZ} 108 Fole Al AXAHEY $Fog
HATHI6)L WAl AAAZANE Qe Agart 9l
o} uldo] ERE AAdAE ©x 2-4719) Al EA7 Y&
Rojrt, Z+ Al Yzol A AP 2% F 2(postsynaptic neuron)
2 FEol =eEl7I7tAlE EPSP7F &3 slojof gt
2 Alfs Bl AdnkH AL e300 ARE
Hgoen tHAZA L d8E FPstE Aolch

T

o
b
Jig oo oo I

-

oft

5. 92 DC A9l Ay

EEG @77 A% oF o H8e Ea 7|4 4o]
A LUEL WREE A uRE WA md A8
UEE YA 2ol BeAA FHT) A2 A ol
ol DC A1 EEG/DCE EASHof dthE

g7 Qi olshge Fael o}F =@ 2dle] WHBT:

g rfrowl :10 N

Ade g QA% FAAARIE). 13AY FR
A WRORE B ATFE DC WAGE v gde
H9 B FEAg BY FLY 4uE T Qew,

A (cognition) 9+ &2 33t 7]%e] BAo tid A2e A
q5 HEg AT = FAE A A8 TH19-22].

BE A5 9Etd 213 Aol A DC Mo M

ket Zlo] Al Uo23-26] o 71l walA
Bol(deviationE W& WA FE(glial cell)o] 2A
o #AA3E A7 FE o]l ok Fd A
osld ERAAM FEA 7+E 9]EZQ negative
shiftell = ZAEZe A7t 43 sdsche= o)t
1898 A2 g2l Axe K &359 &4 %9 opy

v wzto]l ot ot Elm WA T WAL
< AY 7I5TezA B AcH2427-30). 1HEg
Td S5y BEd" DC 71Ade 43 ¥9(negative
displacements)y¥ W& %L 7]FHoz2 AP WM Fo| H
dHog rgdcn & 4 ot wEH RAEZ DC oyt
| disl HEHez FHSE v ¥E ddn =
(layer)oll whet the )‘oh:H P dx g 5
o A e 48 8

g%jer\rmlo
5 &
.

o3

o
Zhd
—

6. ¥3 EEG% 32 EEG Alol9] #A

TESG AeAM HA-F diH (intracerebral) A=E o)
&3t 7158 EEGIAA 7V Eeke EAF shie, A
°] 1-2mm ®olA eul® B3stn AJvier M)A 2
FollM Aol7t EAFATE ZAolch olgl o] thu =
A H71%e) 3 (electrical field spread)?] §-%& oWl A
FolA TEE Erol viE F-2o Ay zz|e)A wrAdl



a3 3. o ZHoM FHEE X FIE

ANEF7} MYE = AT
T 7] T Aol A
de O}UPB: O}WO] “common source”
g3l fFEF F AT Ro e iRl |eskAv
olyd §F A hol = Aud A EA&H7] wfdoln)

o #FS AMEste] 7] EE EEGY: 2 AT oflld] &)
shes I8 AW W A2 Y99 kst Psimultifarious
activities) 2 2] whel mA e &Eo] oA Al
Elnjeie)l odgo] AA Fr)¥elztwl, F3I EEGe 27
(amplitude)+= ¥ 7 EEGS] A7]|9} 3—1 ol Ehu 0}7]
ule] ¥y o) EFhE ojdo
gof A 7] & o "7]*‘ v|de gy Av) Hobn ¥
ZoltH33-35] (2] 3).

Wb FaEel wass W 4% dee Y
o x 5] 1
L

=3
ol
1
(o3

- o

e

w

ERRESE

}{‘l L‘1 3}11

& Agale] 71EE £ Uk oW I
dgol givhe AR AAEA gon, HEHde WY
{volume conduction)o] Za|&ti= AL oju)dic) b E o

% ¥z AP 2T ( vertex )t ear lobeol $A& AT
oA vl&=E W luVelsh) #H:tozXE wHAl7|(generator)
7tx)e]l Awl= W3 (9 centimeter) ©] Agle] HEA

{volume conduction)& 2 A =2 ¢t} Allison[36)- 7]

& Mite)] 1 A& (source)oll A F-E] HojHol ute} voltage
= oms wg 7&5\ stol, A 2 HelMe 1 AvAd A,
01”61 olo)lis AMFahs RS WoFch 1k AkE

e ATk A M4

A4, mhebA UWJ*:‘ 3 4
gt o] AtAka> (o [37D )
b3 oi2d), @ 2l(white matter)oll M 2 A o]0 (impedance
= Ao, 31 A (grey matter), &, 4 M(cerebrospinal
ﬂu1d, CSF)e 2 zhi HE Aol #HA FE7FgcHimpedance

¥ A QL/\o] z%w:x]o Ak

oqrasteha wEoh oleisk ao] wiiell Mol 2
AH(source) .2 HE 9] M= CSF 2% wepbhe 4a
o] alom yyte] fFubH )iz ¥ Al(ventricular system)<:
2 AH gl FujelA ®xE sk

7. 3= 9]

sg7h A ol |dshnhe] dad A gl

oot w20 Aol Hualole] faAdd @e dF
AEo] BAE vHAT olde HIe EAHe Ty
23 (integration)2] Z#EA], ol FA JHo e HFE
e Ay vraddte Aot AAHAL o YA E

AN A oA 4T gl A9, 2 1%

] ,

ﬁ(ampltude 2 AIZE Aatel 32 ey BXE Al
of st BEYA7E EAgtie AE BRATE A7 Wol
Lhgh7] afi-o]ti3,39). ﬂ%"] HAA 2k AF(progressive
hypoxia), & vl# e S & 553 d3dA 3
H oAt ol§H, %“5‘@97
dEE #EE 2 EEG %7
25240 ol & F-E4 =
M= dAeA] ZiEr ol %"]Oﬂ ol Aol 9w
EEG 7o} WA A Eedo] dyidefo me =@l gher
2 gEro] FMf(afterpotential) @) o2 HMHE %
gtk vz "@Ale w8 25ddel 5713 9 5%
2+ EEGS] 7198 A4 A9e & gloked wa= o
] =gt

oA d & A}%o}f’% @ grie] whHYE 7| S L
BalE FEGE Fubg ~#Ey] 9 ok vlwd £ Qich
0o ool A *1 9}3 4Hslow wave phenomenald 2.7
= slelA EPSP% IPSPe] Hgto] 53] Zxy it o]
£ ookt ERG %
(membranc potential)oll 711389, z2)
f19] /l"a‘ summation)ol] 711ght}ar g 4= Qloh FAA S

""—v—’—v—‘
r&&iﬂ
+ o
rx
R
7'1’)«‘2:_
N
o=
T o>
o of
ol
N O
>.4(;&
-
&

9

b

o]

!
ol AEd PR fEel v

LN
il

ol
r
o
>
T
I
o

7 omsk g delA Z1ER Wl FaA e AxAe
& fr*c}is 7)ol 4] wheksl EPSP it [PSPo] 71glgcle 7

ojc}. olwl EPSP2] AT surface negative phenomena
Abololl kA EaAfete], PSPl w4 surface
positivity @] Azl ®  AumAzy g Epg})g]r
IPSpe] vlara -2l '\]G A= EEGSF & H) A

YA BEAA7E EEGel 48 TEEA @ A omw.
olv] I1gllellM il wieh o] hpdefvh wel w4
5 FAME F3EvIel iz Z7hee, EEG/DCe]
AEade] Waktink s ok & Qo
EEGE 2 »}cﬂoﬂ ILP } 718} HEy=
/\At E” 1
I‘r~7]§} g— ’(-% 0]89 A 5}

3 8
Al AlGel Bl EA absa gl Qi Frlsk: A
2

Woll A o3k e AF9] Wake]l FARE &, e A
el A frae 2o g5A A T3 gde] o &
sk ke R e, A Fr)st 49, dx e

ol el °§f§}% wrop 542 Q) S vtehiAl €

Proceedings of KIEE. Vol. 46, No. 5, MAY. 1997



o

Aol 71%8 EEGE 1 43 ofglel EAsl: 04 ®
R Be e de) tad 85 wshs oo

ool EEGSl 27he ol W7d 2ol o

th wetx B oA AmE ule} o] ERGE A7|A
& 2 Ao A

¥g v, Qo) Pyl wAY EEG BE T4
490 BdS YA AN FU HAL ol ol
upA s vk 2 Ao® Alrdn

Hzh & HARE HelA dojue A WskE 1%
e Aolth o) F e FHd AFE FEAsAY
¥ e wg&d A8 AYste 7153 5= glck Fejol
= oo 2y 7isket B3e) AARA, o 5
2 dgoM el 72 &% AY wdshs el A
zrglo} kol 2@ EEG B5oA AR BEE w9
Aol FQae, 53 = AlYAa F A9 shEe] 7]
Ay & = gk AT FEHY7 EEGA A F
#H3px] ok AL olUrh EEGE T 3o wa} 73
T 8Er|EE e 5 dvd, o S0E olF e o F
Z2Ee Aolslg. z2lxm #Ae) gEolA fehd EREGE
vl de FrE oM E gEs Wtk ojid EEGE
Z43 Aye A7 4N BASE olslsted ojupAFE

{11 Brazier, M.AB. Rise of neurophysiology in the 19th century.
J. Neurophysiol., 20:212-226, 1957.

[2] Li, CL. & Jasper, HH. Microelectrode studies of the electrical
activity of the cerebral cortex in the cat. J. Physiol, 121:117-
140, 1953.

[3] Creutzfeldt, OD, Lux, HD.,, & Watanabe, S. Relations between
EEG phenomena and potentials of single cortical cells. 1L
Spontaneous and convulsoid activity. Electroenceph. Clin.
Neurophvsiol., 20:19-37, 1966.

{4] Elul, R. Randomness and synchrony in the generation of the
electroencephalogram. In: Synchronization of EEG Actvity
in Epilepsies. Ed. by Petsche, H. and Brazier, M.AB. New
York and Vienna; Springer-Verlag. 1972,

{5] Calvet, J., Calvet, MC., & Scherrer, J. Ftude stratigraphicque

BR|EEEE F46% 53 1997F 58

I} (Electroencephalogram :EEG)Q &XJI& &

corticale de l'activite EEG spontanee. Electroenceph. Clin.
Neurophysiol., 17:109, 1964.

[61 Peronnet, F., Sindon, M., Laviron, A., Quoex, F., & Gerin, P.
Human cortical electrogenesis: Statigraphy and spectral
analysis. In: Synchronization of EEG Activity in Epilepsies.
Ed. by Petsche, H and Brazier, MAA.B. New York and
Vienna: Springer-Verlag, 1972,

{71 Fourment, A., Jami, L., Calvet, J., & Scherrer, J. Comparaison
de I'EEG recueilll sur le scalp avec l'activite elementaire
des dipoles corticaux radiaires. Electroenceph. Clin. Neurophysiol.,
19:217, 1965.

[8] Kiloh, L.G., McComas, A.J., Osselton, J.W,, & Upton, ARV.
Clinical Electroencephalography, 4th ed. London; Butterworths,
1980.

[9] Walter, W.G. The living brain. New York: Norton. 1953.

[10] Maulsby, RL. An illustration of emotionally evoked theta
rhythm in infancy: Hedonic hypersyn. Electroenceph. Clin.
Neurophysiol., 31:157-165, 1971.

[11] Kennedy, J.L., Gottsdanker, R.M., Armington, J.C., & Gray,
FE. A new electroencephalogram associated with thinking.
Science, 108:527-529, 1948.

[12] Evans, C.C. Comments on:"Occipital sharp waves responsive
to visual stimuli.” Electroenceph. Clin. Neurophysiol., 4:111,
1952.

[13} Gastaut, Y. Un signe electroencephalographique peu conne:
Les pointes occipitales survenant pendant | ouverture des
veux. Review Neurologique, 84:640-643, 191.

[14] Gastaut, H. Etude electrocorticographique de la reactivite
des rhthmes rolandiques. Revue Neurologique, 87:176-182,
1952

[15] Koshino, R. & Neidermeyer, E. Enhancement of rolandic mu
rhythm by pattern vision. Electroenceph. Clin. Neurophysiol.,
38:535-538, 1976.

[16) French, JD. & King, EE. Mechanisms involved in the
anesthetic state. Surgery, 38228, 1950.

{171 Brazier, M.A.B. The discoverers of the steady potentials of
the brain: Caton and Beck. UCLA Forum Sci., 1:1-14, 1963.

[18] Caspers, H. Preface. In: Handbook of Electroencephalography
and Clinical Neurophysiology, Vol. 10/A, Remond A, ed.
Amsterdam: Elsevier, 1974.

(19] Deecke, L., Bashore, T., Brunia, CHM., Grunewald-Zuberbier,
E., Grunewald, G, & Knsteva, R. Movement-associated
potentials and motor control. In! Brain and Information,
Karrer, R., Cohen, J, & Tueting, P., eds. New York: The
New York Academy of Sciences, 1984.

[20] Haider, M., Groll-Knapp, E.. & Ganglberger, J.A. Event-related
slow (DC) potentials in the human brain. Rev. Physiol.
Biochem. Pharmacol., 83:126-197, 1981.

[21] McCallum, W.C. Potentials related to expectancy, preparation
and motor activity. In: Human Event-Related Potentials
~Handbook of Blectroencephalography and Clinical Newrophysiology,
Vol. 3, Picton, T.W., ed. Amsterdam: Elsevier, 1988.

[22] Rockstroh, B, Elbert, T., Canavan, A., Lutzenberger, W., &
Birbaummer, M. Slow Cortical Potentials and Behaviour. 2nd
ed. Munich: Urban & Schwarzenberg, 1989.

[23] Caspers, H. & Speckmann, E.-]. DC potential shifts in



Ve

paroxysmal states. In: Basic Mechanisms of the Epilepsies,
Jasper, HH, Ward, AA., Pope, A, eds. Boston: Little,
Brown, 1969.

(24] Caspers, H, Speckmann, E-], & Lehmenkuhler, A. DC
potentials of the cerebral cortex. Seizure activity and changes
in gas pressures. Rev. Physiol. Biochem Pharmacol,, 106:127
-178, 1987.

[25] Gumnit, R DC shifts accompanying seizure activity. In:
Handbook of Electroencephalography and Clinical Neurophys-
iology, Vol. 10/A, Remond, A., ed. Amsterdam: Elsevier,
1974.

[26] O'Leary, JL. & Goldring, S. DC potentials of the brain.
Physiol. Rev., 44:91-125, 1964.

(27] Heinemann, U., Lux, H.D., Marciani, M.G., & Hofmeier, G.
Slow potentials in relation to changes in extracellular
potassium activity in the cortex of cats. In Orgin of
Cerebral Field Potentials, Speckmann, E-]. & Caspers, H,
eds. Stuttgart: Thieme, 1979.

[28] Roitbak, Al Neuroglia, Eigenschaften, Funktionen, Bedeutung.
Jena: Gustav Fischer, 1983.

[29] Somjen, G.G. Electrogenesis of sustained potentials. Prog.
Neurobiol., 1:199-237, 1973

[30] Somjen, G.G. & Trachtenberg, M. Neuroglia as generator of
extracellular current. In: Origin of Cercbral Field Potentials,
Speckmann, E.-]. & Caspers, H., eds. Stuttgart: Thieme,
1979.

[31] Caspers, H. Mechanisms of EEG generation - Historical
and present aspects. In: Basic Mechanisms of the EEG, St
Zschocke & Speckmann, E.-]. eds. Boston: Birkhauser, 1993,

[32] DeLucchi, M.R., Garoutte, B., & Aird, R.B. The scalp as an
electroencephalographic  averager. Electroenceph. Clin.  Neuro-
physiol., 14:191, 1962.

[33] Abraham, K. & Ajmone-Marsan, C. Patterns of cortical
discharges and their relation to routine scalp electroenceph -
alography. Electroenceph. Clin. Neurophysiol., 10:447, 1958,

(341 Cooper, R, Wointer, AL, Crow, HJ., & Walter, WG.
Comparison of subcortical, cortical and scalp activity using
chronically indwelling electrodes in man. Electroenceph.
Clin. Neurophysiol., 18:217. 1965.

(35] Cooper, R, Osselton. JW., & Shaw, J.C. Ongins of the
electroencephalogram.  In:  EEG  Technology  (3rd ed.),
Butterworths, pp. 1-14, 1980.

[36] Allison, T.
distributions in  human recordings. In: Multidisciplinary

Calculated  and  empirical  evoked—potential

Perspectives in Event-related Brain Potential Research. Ed.
by Otto, D.A. Washington, DE: US Environmental Protection
Agency. 1978,

[37] Robinson, BW., Bryvan, ]S, & Rosvold, HE. Locating brain
structures. Arch. Neurol,, 13:477, 1965,

[38] Caspers, H. Die Entstehungsmechanismen des EEG. In:
Klinische Elecktroencephalographie, Janzen R. ed. Berlin:
Springer, 1961.

[39] Jung, R & Baumgartner, G. Hemmungsmechanismen und
bremsende Stabilisierung an  einzelnen Neuronen des
optischen Cortex. Pflugers Arch., 261:434-456, 1955.

{40] Creutzfeldt, O.D. Kasamatsu A. & Vaz-Ferreira, A.
Aktivitatsanderungen einzelner corticaler Neurone im akuten
Sauerstoffmangel und ihre Beziehungen zum EEG bei
Katzen. Pflugers Arch. 263:647-667, 1957.

Olb2H(Zesit)

1960%1 49 27¢) *<E 1(3833_ e el
&} 1987 me o WEhY A v ek
ZA(H AN, 19936 & e e
EA0MAD. 19920 ~91d % e A7
AL gl 19939 ~95 v) elx)

2 g di(Post-Doc.). 1995 ~9743 o}t ot Ay]
ol Ak A A oz

WS E (FMER)
19616 58 13904, 1984 sheku] Ty
A71E s 29 1930 A B 9 2 Aboh
Shoiehel EQI(AAh. 19938 UM 29
Ab7hoh 8 EHE‘“" Z]ICAh. 1993 ~ &

A g B g

HEF(FPRA)

19521 69 8AA. 1976 AA o) =
19773 AW o) & Ay
4 o9iE| 19773 81y B A7) at
el 1985 AMtH ek osha =
D, 1988 ~89xd mlololn] o)) Al
Aelat ol4 1991 Jredo) wiehY o)shm ZQj(ural) &

4]
A AW o) Faia

109 16904, 197849 224d) A
901983 F gt Ale|eta) &
A}). 18 5 thehd Hejsha &
d

FAb. 19789 ~82y g et
He| AR R g 19824 ~87a
At zu 196E -89 )= UCLA, USC
wﬂ% 1991 =2 vl wpojolu] ojst 417s)
~ & 7 %.LILHBL_UI A]g[b’l—_ﬂ} V‘j

Proceedings of KIEE. Vol. 46, No. 5 MAY. 1997



