A g A3W A1z
The Yeungnam Univ. Med.].
Vol.3, No.1, December 1986.

HEA 21 wF fe

Fduista oot wyetm

4
M =

Ao gae
2, B YBA, gAA,

FFABAY Golvt MM
HE4, A%s 9eE
oz zud 4 ded, £HAY w3
HgE o FeAA HESE M AEE
obHet AAFgAH F&& oA AV &
o 23y ojg @Al HHG A AR
nAYE e fAE HAGE a7 AT HA¥EF
FAANY F2& O dA & F UAES
AEt datA mtHdE Hd I¥E 9AE
22, 4A B AHYEE & 468 H%
Zast o9 #AE HAdtd Htdee] d4UAdF
we e, Hdse 894, HdR H49H
o #A, F&F HAGdsd FA, HGds
Agsod HAME ofsfstar Qlojof s o
o st riEdtaa o,

4
=
g}

=2

=

etatgel ol F W He M

FAEE W4 8 ¢ e WaEN, 2 Qo 4
ol e 1000~1200gm(80~85%) 8] =z 3,
120~150m1(8~12%) el ¥ H <+ 75~100m]
(3~7%)9 ¥H4& Zu gk mgA FrEFY
ol & FA AEY Fel FUHHE UE 74
%ol #AEHZRA ged Hto] Frdd
A4 Fejol e H]te H Aol MY F
o o3l gk-g ey Hysde 2 3
Ao HRss#(choroid plexus)olX A3 HH A
el =te] A BHAWNAAME £F 035
ml A% AAdED Y48 Hyede P
BAEE AXA H HFY FHEPez T
27 39 F5e QKBEME (arachnoid villi) &

X
qEe

3

13

cH

A EHA M (tubules) & F3t BEEEIRA
(dural venous sinus) 2.2 EoJ7HAl SHed o3
Fdo FFe AFLEAe A Fgya gy
el qt¥tojol o) st o Fo] )
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Fig. 1. The curve represents the changes in

intracranial pressure ICP (mm Hg)
concomitant with changes in intracra-
nial volume (V/ml). (from Beal, JM. :
Critical Care for Surgical Patients.
Macmillan, New York, 1981.)
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o) Axel AP EAd o =g, Az
KSR EE(l 3t CPP)& ¥t s t(ol3t MAP)
I HAWge Aololy HtAEEAA A=
CPP = MAP — ICPeIt} H¥RE HAo ¥t
o] Aol 2= CPP7F 50torr of 4ol A
v #3149 5 doy A EG#HR= CPPYL
olBTh © Eolof HYEFI FAE & Yh?

kel F7be

1. T2 ddE XFE CPPE #&
AA 2l B4 (cerebral ischemia)o] Z
#HE 5 gldh

2. H¥83e JHALEFEANA9Y (vasomotor
paralysis) JEHE ZUY F Ao ojnf HY
e F9gdd 9y F£F3Hoz {KAHEE

FHetel F7te HEREHS FUAA HEF S
Yo ¥ B FF Al

3. brain herniation syndrome©] 9] o2 ¢
M xeE & Ao

4. EREHEREGOL)Y 244 HE ®1y
EdozA AFAAY YNFHNE 288 + A
o}

= gEel oto] AR

Ao R spHfAEL Heo HFHE
391882 HEFFo| F7HE] ko] s
A (2¥ 2). 234 AP E Aeve HAHFTY
Z7MH 59 Cosr Axo Wt SeiAn, HEFHF
#F-2 PaCOs, Pa0; =H2FAWANE(CMRO2), A%
Z 7 (autoreguration), A Z A, vl %A 2 vl
W e del8do g d%S wed(ad 3).

1. PaCO2

ol fifamEel H* =% 7Hacidosis) = &
#HE AL segihe FEAITGY 99
Wol gl A% PaCOxt 20~80torr MMM =
1torr 2A H8&77F 15 ool 2ml(2~4%)
Z75 01 459 PaCO: 20 torrol A+ HEF 71 40
A Aaslel HEEe] 2HE £ oy 20
torr ©13t2 © FAFAE HIAFE G ofd vl
Ao g FagAe fvd o HEHH o
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" SINGLE Rx COMBINATION Rx PoCO:

Holothane-N:O

Holothane  pflyrane -N.O  Hypercarbia

Ketamine
Enflurane

Holothane-Thiopental
Ketamine-Thiopental

N0
°

Narcotic
Diazepam
Droperidol

Narcotic-Diazepam-NzO

ICP-CBF
RELATIVE POTENCY GUIDE

Lidocaine
Althesin

Hypocarbia
Thiopental

Fig. iv A relative potency guide to the effects
of single drug, or combination drug
therapies, or ventilation on the intrac-
ranial pressure and cerebral blood flow
in anesthetized patients. (from Miller,
R.D. : Anesthesia. 2nd ed, Churchill
Livingstone, New York, 1986.)

90 -
|\ PaO:
PaCO:
g 451 ™
F BP
50 100 150 350
Fig. 3. Changes in cerebral bicod flow (ml/100

/gm/min). (from Beal, J.M.: Critical
Care for Surgical Patients. Macmillan,
New York, 1981.)
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Ade WEA geo? gty a4 AM =
PaC0O27} 20torrol Al 60 torr7HA v ¥ FFE
PaCO.s WA 5oz WA HYFE 20ml/100
gm/min°t A 60m1/100gm/min7t A °F 3w} F 7}
Arpo

2. Pa0:

PaQ, 50torr o|@oMe HPFHMNeE & 4
& v A gou 50torr o137t HH HEFF
o] F7ts]w=dl ol F3 9 FM(lactic acid)
5ol Hlolgtunnx s HEIAK LBIEHW
(carotid chemoreceptor)®] H&x FEF& 9| H
e Aeg AziEr

3. SAACHALE

BEEe 8Fc 4485y 3%& 2o
AEES +& = RWHEHE(visual cortex) 2
HEF7 SO ETEY 1 oE LHelv FF
of & AF% HYFHFE F7 AZch

4. AESZH

HYaEmste] 50~150torr HAWAME Hd
Fv 4484 fA8d ey 50 torr ©)3kel
e H8aAFge oM HPFE FYL
dEg-g wor 150torrol/de] HE HEHL 5
A Fugte] F7IEwE HEFE FUHH
HYAYE Frtso] HEFo] 2fE 5 At
W vt n @Y= AF2HY FSEHI B
F R B mohNa1g 4), o)d dye
HeErtol e HREF A4S Hoy ¥
Aol WE HHEY JEAHL EolH A
g9 toneo W3alol @ Y AFFrHEL
280l A8 srg F3a#E g WEe
UA G ol AWt HEFo} e HI}E 2
& 4 ook e Ko, AMNAF, ASddF,
2%, HAFoH dA T HYH UEFA
Autu & FEAA FAEHA AFFE HaA
T ¥t whi H¥ e WEv & 4 QU

5. 484 =

wa

AR el Aol xEA e HE
FHEE F 10% B Fauv e & 2
< Mgy AEsde HABHEE FaA7d
28 Hxe FEEMNEANE HEF Havt
ZHHA Fechw
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Fig. 4. Autoregulation curves in normal, hypertensive and drug induced hypotensive

states. (from Smith, G,
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kAo ofdte] gt Fol FdEw FAd
HYgFol Fvkso] Hslel Fedrh wabA
ofA) AA Q) AHE AV AWME 2HIFA
o)kl PaCO.7F B oI dmof oFAlol et
x| te) WalE Holof it

Sl0F x|
1. Halothane
HYRE F/AA NGE ¥ AUk 9A

2 277 wWdel gl BxldME Hgy 4
#o] AA GolM YAH o= o FAG
Y #Hwo] gl @ xbel Al halothane ¥ A o=
Hgte] A4 EHokE B BI B o)#F #
A5 Al halothane Ab&¢] E}G$7el g o
o] AZHZ Y} au BBNE A B
o & halothaned] 93 H<Adse g A
S7A AsE A gtvn s mats oA
7 o) e 2 A halothanet 3 Al ol =
g3t 2 Folras g5 Fojol it

1) g2+ #g7] A Aok 31 halothane2 A

TE ApgEier @

) A8 Hgte] F7lEe] Ax &AM
st &Astn ALY, bone flapg AlA3/ A
ol %= halothane¥ ™ & Hafof §r}

3) ¥ E-Fo] Al ##7IY osmotic diu-
retics2% H¥ZFo] ZHEH A ¥EHTT halo-
thaneF 9 8 FA35n o2 o2 upiojof
gt

ey ggtzHo] HgxRHEg o FaAly

and Aitkenhead, AR.: Textbook of Anaesthesia.
Churchiil Livingstone, Edinburgh,

1985.)

= Bk =& SoAM: halothane P37} £&
o) Hris
2. Enflurane

HEFE F7HA HYE de Aok 27
o) Wil ME enfluraned HEHFN 4TS F
2 et 89214 ol enflurane v o
wE dduie gFo|den vteF phenyleph-
rine. 2 Y FFez2 {FA AFRA enflu-
raneS HEHFE F7HAA HStol AoHH o
4202 enfluranevt ol 23 HEPY3dMe
22 ¥R Fo] HAEA ved g o =
enflurane EEG7% seizure activityS YERIL
53] HMossletA¥EF AHddAE o A
UYEYE 2 enflurane2 Hto] 458 &xlolA
+= halothaneX tF 27 2251 )},

3. Isoflurane

AsmAXe Hg 4 AR gedh 13
%ol3le FrdMe HBF FFS
ot 2%7tA FUF AFE H¥EHFE
At Isoflurane #< A 2% enflurane 2.
7%} halothane 12% Rt H¥F 71 AE7t
H oy} isoflurane " AT DBEVZ HYF
Ve A4A A Aok S

4. N.O

HE/FE S7HAA HAGE s A o
214 N,O AF& Aol & barbiturate R Fojvk A3
N8 ¥Pdes dgsior g

WO

1. Barbiturate
H¥F 2 HAde

37+ A7tk barbituratess
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HANBEEE AAAA AraTFE Hh A7
Dg Hy@FFel ZaHr £ HEHE FFY
F& AN7B2, 2HEFLE PaC0:E FAYS
22 FAAANE g3 vy HALUALE,
HEF ¥ =g gaAzo

A% 839 thiopental F2& & £
© gou 4§ uvla £FMe HEFY HAal
2AME S 35%, H2vhH S HAME 50%71A)
ZaAg® gy EEG7 28314 8 = 9l
© FEYEY I oJAFAdy o o4 HEF
HGAWAHEE 4 A7IR] BS B2 parbi-
turate® KALFL HFFwBt} EEGE ol &
Fol Wl AAFHoIt}, 1.5~30mg/kg 138 FH=2
= Fed FrtEY e Hgely, vldwabe,
2% o 3o F7td HY s V& Ua
Azl

HgAs At B oA barbiturated ol &
< 893d

1) H&Ed #49 &F3 3], Kol Fuig #
o] sl R A, THsE, £FHY 23 %
of W& H¢dE S #FEAUG,

2) #EFd ob7ld" £ Uv HYGEE AR
Lige

3) FEAAAA A8 FUL #yY
o f83dh.

2. Diazepam

HEF B Hete A AUY HENFE E5
Jefe] Aol Al Diazepam 15mgs FH&9€
B HEF 2 HASWALS O 25% #HAHAG
I g»

Diazepam> & #H4 Al7IY g AES
frojslop ghut

1) Diazepam< ¥ Eubz771 dug & Ao
Fostguate e Fo Fae o] %
dEld Fx Uern olmE physostigmine 2.
2 diazepam® THFEH}E UE A AHEFo] Foh

2) FAZW W] sl B oAeda o
Aol v WAsng FEAA WA FAA
7t & 4 Utk old @A xgtel FUME #A
A= 53 f¥ai

3. v}eA|

Morphine2 PaCO»7} Aoz FAHL Av
AR ey 98 n R gay
HEFUY HdaAgel v X s FEko) sl
© ob3 ¥4 4R AA ook
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4. Neuroleptic drugs.

Droperidol# fentanyl®] E¥F o= PaCO}
o2 FAHR e AHdMe Hgs 7
A AZIth =3 droperidole & AAI A
&4 HAEBFEFE] dAM HgF7 At
Ae % & &k 22y droperidolF o Al
HEFe A2 A7 HdbdAe e #a A
714 2oz Hdid Huire drEg®

w2t A droperidol s TR W WHuwlo] v &
ZAAA FoAAlE thg AHgE Foslof gl

1) Droperidol®) A &A= 1841 7AA] {3
g & de=2g €39 FHAFAEAE phy-
sostigmine . & A& A|HFo] Fr}

2) droperidol AtAthAL & T4 A F
1+ barbiturate®} #o] %ol Fr},

5. Ketamine

FAZW #dol AE FRdME HYHFEE
F7HAA HAGE WS A ANY® oy
dE F7le HAAZYARE ZFviel v siAE
%wrth Hl& Ketamineo] 4173%WAMA H AL &=
#o AL glort 2 QoviHo ALEE o=
A deR #Ho,

Zgo|etH

1. Succinylcholine(S.C.C.)

TN HHol e @xlolA v|BNARE
#18td S.C.C.& AH83H9 fasciculationol o3l
AE Hgddse] 2HE 4 AR AFADSE
oM A4 ALEEEE 2t Ry
ol AAAE F28 # Ut} oleF) d4EL
WA 2 A HEEIHIZR o|gdAe AT
2A oqug £ glov oF A vl
FEv FAA vEREFARo|UANE AT
o] ] gtHstct

2. d-tubocurarine(dTc.)

kel dTc.& A &38 FAF3d HgAsS
A" Qo™ gyg ¥"Wehe sFAA
H# RS A gas dTe e Ed4as
o] HM3tdertt vl T FAENA H&3)
=3

3. Pancuronium

o] °FAl&= histamine® #2812 ¢¢7] "o
s gtol A5 dE 7hEAol v #AAE A
APE= ot £ widoly HgdHol %
HE e g
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1 X}%Z@A A olstz ¥ge HAA
A HA58E MEBMmMT oo & HdsE o
Al 7171 -?48}&1

2) el ¥ets HAARY A FAAHA
A Ferdg AN 297 sty

3) e A3 sAAA #itmu S5
¥ €< 43 AsA AW, e migE
wrE) A 28 S ZAaa 7] 9 Soloh

1. Sodium Nitroprusside(SNP)

HEHS AP A £ HYF 2F
24 AN G ey Wte] Wt o
M= =eho]l Boy AR Aolidgay S
M= SNPFS Alztalo|ut mte] FaH
Hisds HAYAe 70352 7H2A7|H
Hete ddHE Eoletm IrhP w3 SNP
of o3 HFEXHEY A+ SNPFAQE 323}
A% 1547 A= A% HER o Al79 gzt
~¢ "o oty HERE AHsA A

2 5 Yok
2. Trimethaphan
NZEe Auste Fue FIAAW =3

s A 3N 2E 22 FHRHAA
= o] fAle SNPET Hds 82 ot
iAo+ SNPE U o Alstch

3. Nitroglycerin

AEAde HEHEY &L o Ay
S8l ALE AR = Btz gt

4. Hydralazine

TFeF dshdsAg AR &3] 2oy
UE A Al7IE Aggo] Q.

5. Pentolinium tartrate

A7 2AHA82 trimethaphan® 2oy
ol Bl M= g Bl Qo

O R0| ol ojX|= dgt
shAuHol wel PaOsh PaO, Mwe) B,
HasoAbe 2 P9 5ol WalE zdsin
ol Hafidl %2 w2 4 Aok

1. Pa0:2} PaQ,

- AFY -

AA2EE, FEAEFS HAYREFE F7HA
713 Hge 9FE v £ Jesz aFFd

= o®| Aol ¥ K#EET olE FHaof
o =23 ZldiaHE, v1EdEe g AA, 82
A# olF 2 7k &2 Alhfel #ajok
atn FEE @19 AAFTEF ol AlHsof
gk Aol F7HH Ae EAE AAEA AR

Zo] Byt # glonmz F& FLo MAEg

Fosor @rh. AdYnrH Folv FHIEK
7t TEEEET 0l FE £ denz
AT FEH Y9I EFE Foob du E3
Hedsdae] v Fle A U AR
YEHS sjEofor ot

2. =FY B\

H2RE AWNEo] A FFHA fod
o] g Mol FsHew AR F
& o= HFgo g} HEA wEsd, FINY
o] 571= &, head-down ¥ XAl Fo|t}

PEEP= HAE AsA7led dAz He o
E4EAZA TN Eitto] HAE HolA
Htel F7hE WY o Buzle w$ we
PEEPAIAME H%o 7t B = gidda=
b Eedele] FR94#EA PEEPR X
¥ dow HUSHAANE o} oy,

713e HAE F7hAAIed VA 9o
HFZ A4 d8te]l 100torr oldow F7he
ALw B3 Hdch

HYds A+ head-up position® B2 3 A
Aok st=d 53] PEEPAldl+< o) A&7 ddf
gasdith mapA] E& SHYAZ FA5tn 13
grige B7iHE dug F de g ey
o2 stoof & MY o] wgEITHIS
ol A E ¥o3lH coughing, straining, bucking
& oWsfob 3o}

Flo
ot & 1l

%45 A1 710}, barbiturate®} narcoticsZ o] & § A

33 ntH e F5AAY, V13NAS, 93 E A
A, head clamp® AHX%3 e EZAl4)
& aAng JepdYg, £33 EFzF2 dgto)
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4. @

FAZN HEg AFUEEH, HASHEF 3
My Ay} B (cerebral infarction) 9w 8
FHAEE Asto AFo] wAsin =3 F9) 9
Ede 22og BE {itd(actate) st
Te a8y Ao v gHo] #Hikyo
oAl FHAERE AE duaz AR
(regional vasomotor paralysis) A4 5 ¢oA
WP dFgel F7vHof(Luxury perfu-
sion syndrome)® F il (hyperemia) %97 &)
Hed ol Wi we MAE Fgda
CO:E AAB7 Yol 7l 3t o]#3 o=
x].%z;go} x}o}iﬁ BL_O_O;,;_'_ o] .!3919] @1%_};
Aaggtoly AR Feje ¥
FH5d, 29y e e %‘%]”}71 o

FroAME HAYE S/ Ada

Al & qlo) zLA«g}HLJr g ,{-}@/] 2 9 EbAlE
ZFol futslm wwlo] QUi ¥elel Heol 3
s} W Relo)A] H A 1 g Wi 29t

%5=d (intracerebral steal syndrome)™", o} &%}t
Hae WuRre dHE A W
o= dadge Fog wA € ey A
AdEstol FvhabAG -“Jriﬂr’lié Aol itateba g
Fo] 5o Wdo] gl ¥9le Hy¥Pe] 55

A ReoM W dHE F7MAA
Al (inverse intracerebral steal or Robin Hood
syndrome)® FWHL} SHWI H] GG =
HaHY 71E FERe & FAA A
e SUHAFIAY HRRSY 2EE 2YEo
o) #el wgle| Fvb¥ich whebs] ofeigh #xt
EolAle ote) Ay FvizAME 44
HHY e xHEFoly wgle] Frixnz 5§
M7 o] Qi Babi: gsto]l & 2o
of gt} Ao Aojatstet ¥ Fol WS
2 HYEEE ZUAAH HAMe] ang
Ao g FAxot FHitel A ARy HW
o] glvr ¥9o H¥H 5 0“ ub 2 2aH #Haot
oz R HHFE ANV W
otslglo] gr&H o w¥ inverse steale AL
doj}= FAo] ofetir drt HENEZT o
1% HEEZE FAdA R o7t AE
q Z7hg #olo PaCO.”| 60 torr © 3ol A=
stealf 4ol Wz o] vEAE ofyetar

J«Eo]l:
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o, Az FAHEH) ol #Ae ey AE
e HolidtgirgFoeld HEJFETHYG
FAENEEHH FR o BY s dA A
2l AF HiEFA e F@877 (G- oW
§- G Holm, HAdelMe FAIF FHe
PaCO: 20torrl A e 3R Haae 2alE
2] 9koro] Hal gl

FzZ9 ¥}z & barbituratelt narcotics

Fol BE FUvMANY A2 Tz 44 =
49 & dout ol nARE 2YHA %o

WAtk E Abgstdol Fu HARY S
50 torrolsh 2 wtFojA e obdth EF A4 A
et d FoE Aszdel ARNN BAE
HFouw g oy FHEL FEFAE A&

Hetg ZHAIA Folof Pt

TGN dddEel o0& o 2’2}%3— =
ol Aol g7 wiFol wH 50
A E AR FowW FEFd L‘r}ﬂ/h“t o
Hrh

HtdsH e AdedAEY Fodod 2d)
o A Uelta) gror sFeo] BAAYE v
Follv addch HEFUG HAEFAS] FT)
L T HdEe @& AEAHHE S
g F4Y 9 Uy npHAA o 9t 57}54
ANk o WEAE v Fd e FElshA @
Hed #epstdAl o &2 e “]'H—s*c’ﬂ—t%
Fao] A dgd 4 vk 2y wbEHFe
A& 53 84 supratentorial mass lesionol
9}&le] transtentorial herniation®] 5% F4
ol At vHHZA ¢ FaAA A EKGH pro-
minent U-wave, S-T segment elevation or dep-
ression, notched T-wave, shortening or prolo-
ngation of Q-T intervals 2 X345 FA 7
Ag & Ak FAHE d #iEe] B
Ao wtel Fulseo] A Aed + UAX
Aurg du Hadz gAY devdew
o3t ¥7t WAso iz FAoIY FrE EA
W e zero7t ¥t

Heldse XE

FAGH A2 2 Ude] ggdtn A
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2 mg Aue) Fugel gapd g fu,
A7 E FEAAY FBAAAA A1
Wol stel @A WEe M&sta

D AgxBFH ALTE Al sle
o FReR) TES ¥ FEe H4E Fo

gt

2) Hg & 71*“]7]' 28 FYAARE 3o
HAMe HFE FASY TFAN FA7t Y=
£ & %33}‘5 ol %E ATk

3 FEATES Y F UE Ao ARAG
WEAE Fo Fut

4) @243 npF A Aol barbituratelt na-
reotics® ™ X e},

5) E9YS Ao HFT HAHFL F
AHEE &1 Hy g QS HAES T}

1. BpED|
HEFao] i sgto] sz A F%

Ul el FAH ?}A}Oﬂﬁ | HaFe] xH
vk AT Htel AA TAHE HEIE=
Harh s 7é—r°ﬂ o & Aol WAl
o Ae HE7ie) wpi >
AZE FelE oy A E]%‘:‘i] ole oluls H

A gojol Advl o] A E WE
9 Qo AzbEvw AbEo WE FIFE F
oF gl #H@vlel wE A e ALE
o} herniation syndrome2] 7R-delw vi¢ A&
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