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A7 2P AL 19803 Galletly7} Rp7tzd 35
s}ed diaz-
epamg Folgho B AzE|QIrh(1989). Art=A F
YAXE ARslo] ofAle] U] B-(dose)E HNF
3, ZFA 7K lock-out time)& AT F $Avl Do
g AlRd aFHES FEA TeoEgd 4 A9
87l 2 FA7t FIHER i wholtt
ol AE2 ATH »H WA Helr] 71A
oA Bt 2227} oklel FoiFa 14 AES

X) Z(patient controlled analgesia) W}41-S £1%

=

e J

24% 4 gomz AAst wEhe FE 23
elel £ = A Dk B AT FLoh

FAv EoukAstolA ARsEE okt Algell Avt
ZRAAARE HE3le] wEaeE AHE Adx
Haxlo] vh(Park and Watkins, 1991; Herrick et al,
1996; Herrick et al, 1997a; ®od-2 et al, 1997, A%
], 2001). A7t=2ARAAE ALsid 3A7E A A
9 FoE AR =Ageza Ao BAL 1A
Aol =2elAl HEg, fRPe A3 FiE-E
Hem A s, s AAH aRE A& F Jok
Propofol A}7}2H XA -2 midazolam-fentanyl-S ©]-§
g vl 9} =3 X A (anaesthetist controlled sedation)oll
ulstol AR WAlo] Hm, 3 o] W, Bt
9] BrE&x = =tH(Osbome et al, 1991). ZA7}2ARA
A gAY BEE B8 e AL vk oAl
Fofsh WHlol vzho] WA 222 ohAl %ol
2A%ckE Aol AAske Aoz deA U
(Park and Watkins, 1991; Osbome et al, 1994).
Propofol A7} 2ZA A 7} propofol A|4;39]-& o] &
@ vl zAnAe vnsgle o dnead o
% gzkel gz e, propofol Fo,

e

w95 F
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3Bl ol Ael7l A ATtzRAAH o
3 3zke] A3 E7 BS T ov(Osborne et al,
1994), Girdler 52 XX gol i3t FEZ-E 7|
£ AN AtzAAA A o 2 k9] pro-
pofol AgelnE BAEe) HEEI BS g
W, GTHIT A2 2AY & Uhe Hol FF
A He %49 pro-
pofole AE3liE & UEHEEE 2 2
2819 eH2000). 3HH Qei-Lim 52 propofol 27}z
A7 A3} propofol EEFERAFY(RY) FEEE
2pugiml ¥ 02pg/ml¥ 717tsted =2A)g o] &% wt
2] z40AE wlzg A3 propofol FoFolr}
Yo BEEoA S8 Aol glokn Hwels
th(1998).

AII=ETUE ALSEHs oA

ol ARl AAAE oFme] Wio] wiExm R
o} 3)Fo] wEw, A%

A & glx 4Ad
Yolop gtk 7)ol 716 Astz g A
7b 4 A g3, dAGES v 4elojof
3, Aol FAs]A] ¢kx, we] wldxsiolof Tt
ol2)dt =7E BF FHAI|= LAE obF Mids
o] 4= o

A2 ARNA-S Y3l propofole]t} midazolamS &
3] AL-3}d, alfentanilo]i} fentanyl £2] o}3 oka) A
Z Ayl 5 g} (Park and Watkins, 1991; Rudkin
et al, 1992; Sherry, 1992; Herrick et al, 1996, H<d2
et al, 1997, 9 8-4 et al, 2001). Propofol->- midazolam
Rt kot I, tipkeo’t BobA AHE WRlo] whEm
2, A7t=AAA A gAY aFdl A& e
¥ ke AAHol e, midazolamBE.e} EEyzE
71 g AANZA} 72, Fo F FHAFAIT el
3 Eo] w2y, ArtzARAG & HPYT %A
o]c}(Shafer et al, 1988; Kestin et al, 1990; Rudkin et
al, 1992; HGL et al, 1997). £ 24 8 FEE
Ak B} oA S¢ F wE FE 5 U
e 24, FES olible o £40] 2
midazolam-2 propofolol] n]sled zH& ulddo] g3,
3 5o AR, 744 AFrE ZR, e

vz Yoo, flumazenilojgbs ZA3tAI7} ot A

o

ol Uk

ZA7tZAAA N A propofol s A83sl= Zio] mida-
zolam 488 B9l vleto] MR W Y 3ol
o w25, el Hoki Eisol glch(Rudkin
et al, 1992; Cook et al, 1993; Pac-Soo et al, 1996,
Uyar et al, 1996). Rudkin o] FFA7HS 1822
s, Y38k 2 midazolam 0.5 mg FE propofol
20 mgg ASstel AzINAL AR Az B
el ARBAE g pExel glolAe & T T Ao]
7} ARAR, 27HES THE o s ¥
54 & A F4"1 A
dazolam TollA]& 19.1 : 14,0, propofol TollA] 3.2:
8.022 propofol FollA AFTEC] FRTH192). o]
AL propofole] 7§ k& Wrdlo] wheta], Al
wel Wk Bae] 27 A4 w4+ 9
T HoAFs Aol

H] ‘%0] mi-

oy
2 3]-8-2F(Dose)

o

g 9 13y A

]

A7rzA FYAx|olA] ALrt AAdor 3=

gFoz eFWES FE o FYUE §UT 2

ZAF A 7H(Lock-out time)

A7t 2R FYAXANA ALERIE AAdF sl
gFoln, ARk Flo] %EH FAFERE A
o], aFHES FUE AV FAHA Yge
717k gkt

3]-8-7F F9]4 % (Nominal infusion rate)

Foh ARA Y FY §57} vz
dF Fxol wel =23 ez, #AE DA
9 ERE we =U & Aok HEF FISE
(nominal infusion rate)}x= Z}7}ZA F¢L& AXujr}
shtel gtez Aed e AU BAT, AL
7} QST FUSEE 24Y Ik BZE 9
o U3 8F FYSEE T FYADme to
infuse dose) & -§-3& AFA) 7 (effective lock-out time)
& A%
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U] L-2F(dose)S Y3 EF Y& E(nominal infu-
sion rate)2 U Y3 E-F FYATE FE F U
ok 438 RYEErt =9 FZE AEE, 4
3828 FUste dl 23 Ate] £e¥u A
222 AR AEE 24% 7 ickn =7]A #
o} wpeba] oA ArIzAAA L] Tl dgs vl

A}

F YA 7HTime to infuse dose)

rie

¢

3 A 7HE fective lock-out time)
%

3
A3 o] Fsla Y& Edlol= 2 7HES
Y= oHAvt SoislA ghomz, AAHA H3A

A3 g FYAzr ﬂzwg B Zel ¥

%
e
= HAFA ol B

, o|AE 7E
A <459 (Basal infusion rate)

WA AUV AGTUE

739+ =8} el Herick & AA

A FAR AEe W A4 prOpofol—— o] &3}

ZAAAE ANY A AR

At B ekl ch(Herrick

et al, 1997a). o]&1 73-$-ol] A &2] propofol A&F<
g esel RN} ASE

&5 5 zAsty, 3hates ArlzRASF

HEZ 2ARE o] £50 I 4

al, 1997b; Herrick and Gelb, 1998).

ok

ol Sjsf A1
9l th(Herrick et

Arm-brain time

st 7% Aol AHould] {EAE Foist
o A 30-90% Zel o] E37F vehe, k9l
oluf E3H|Al Aozt e ASNE 2589 A7
o] &85t} ol2dt AdS arm-brain timeo]z}x T
g Qlow, ArtzAAA A AR YA #
o] 9lt} Arm-brain timeo] Zlojz|H g ko] F
o 7hsAol AANEE kA o] HolAlxt
H A F5Y <4 (Maximum mean infusion rate:
MMIR)
FAFFAZe] ButkAteiat 2B EE FRE
Weg ArtzAFYAXE 2eAYE o 4A

Aol A5 A ME SER FAE Folobi

Ale] F =), o]AE 2 H FEYSEMaximum mean

infusion rate; MMIR)2}Z 3l (Cook and Whitwam,

1994).
MMIR

Nominal infusion rate (Time to infuse

dose/Effective lock-out)

i

Dose/Effective lock-out

e AFYe Waeha gvh,
MMIR = (Dose/Effective lock-out) + Basal infusion rate

AE B0 YL FYUL=rE 100 mihr (167
mi/min)e] 2, U3]-&-ko] 2 ml, FFA|Zko] 3Felg
W MMIRS 2 mGE + 2/1.67%) = 0.48 mljmin =
28.6 mifhr7} Er}. o 7loll 10 mihre] A&FYYS W
L3} it MMIR-S 38.6 mlhro|t}.

FFATE AAsA agks diel MMIRE U3
ek F9Q]<4 % (nominal infusion rate)?} 7|9k, AF

A7+ AASA HH MMIRE ZhAdhe). AFA7

£ AAs T el 83L& SN wek
MMIR-S Z7}3bch(Fig. 1). 100 mihre] MMIRS Fig. 1

ol B wish o] chobdt W2 A F gleh

AINZBEFY B HHA
ANERNAE 4FAoR A ANAE &
53 gudste] FHe fAE Aol Aol
A7tz B5s A AL HAYL &%
< el FE F e, MMIRe] o= H =X
2] ok G EFe] FUR Tl A Azbel
29T YAE 1 bS] ZRE LA B
£ JltkHobet sluz, IRHez A=A E
388 S gl 3 MMIRo] 2ldd A ALl g
TE7F & 89 aF-E FFAE gk
AtzAAA Y FHAE 2eE dole RS
2F(maximum possible overdose: MPO)-S A48l B
Zo] =2o] Hrt Arm-brain time Woll TS w3
slo] S FEshe HAE AETia 7HEkA
olf Bt ATFHES B4 U3 EFo] FYUS
g% armm-brain time 53t AL o}z Aolgle
AHE A HEg eFHES ¥ +E
o} whebd] A goll aFHES EEE

o
31 8%7} am-brain time ¥ Fo1¥ 4 e

H



92 uitkx|ubzels)A] A2 W A2 E 2002
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= 907 ?(:rsﬁn
2 80 _
ot _ min
% 60 min
3 .
£ 50 5 min
§ 40+
= 30‘
£ 204
p=}
£ 107
(>é 0 T T T T T T T 1
b= 01 2 3 4 5 6 7 9
Dose (ml)
B-o2ogp;ss—s—o o = o+ azero C 1000 =» s = Zero

= =

é 180‘ g 900

£ 160+ £ 800

© ©

= 140 = 700

3 1207 § 600 -

£ 100 € 5001

c 80 5 4004

g 60 £ 3001

£ 40 £ 200 A

3 3

E 201 £ 1001

5 0 s 0

= 0 2 0

Dose (ml)

Dose (ml)

Fig. 1. The maximum mean infusion rate (MMIR) plotted against the dose for various lock-out times. The nominal
infusion rate is (A) 100 ml/hr, (B) 200 ml/hr, (C) 1,000 mi/hr. The dotted line shows MMIR of 100 mli/hr.
Each line represents the relationship between the dose set and the MMIR for given lock-out time (Cook and

Whitwam, 1994).

ek vl 2 d|7}8-2k(Maximum possible overdose:

MPO [4]: mi)$ F¥ % 9lehCook and Whitwam,

1994). MPOE ofelell %% o2 ALY + ek

SHBAE ARAA B A
MPO (ml) = Dose (ml) + MMIR (m}/min) X ABT (min)
AEFAe W Eoke ASlE mFkA Aol
B L)
- HFATE

AR A

MPO (ml) = Dose (ml) + INT{(ABT/ELOT)} X Dose
Rk, A4FUE W Eekn ek,
MPO (ml) = Dose (ml) + INT{(ABT/ELOT)} X
Dose + (Basal infusion rate X ABT)

Dose: ¥3] 88

ABT: arm-brain time

ELOT: effective lock-out time
INT: integer

AellA 71Eet AT B 5 gl%o] MPO
E Q3] g2 MMIR, arm-brain time, E2HZA17HT}
rm-brain time2] B[A|, ALFQ] &HE Foll o3l
3‘=—% b=, 3] arm-brain timeo] XA} vl Fo]
t}. wlelA] arm-brain timeo}] =2 A (G, A4
J&@_%}Z})ﬂll‘c AFAZE A, 4¥8%S F
ook Fhel.
23] E33 FIAFFAIe] MPOo)| wlXE ¥
< Fig. 20 Z JERt glck 0jZ-2 MMIRe] 100 ml/

h7l S| 58 AAS3, arm-brain timeo] 289l 7o
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Fig. 2. The effect of dose and effective lock-out time on
maximum possible overdose (MPO). It was
postulated that the arm-brain time was 120 sec,
MMIR (maximum mean infusion rate) was 100
ml/hr. For the simplest system (no lock-out, where
MMIR is the nominal infusion rate: the line
expressed as O ), the MPO increases linearly with
the dose. For more complex system, incorporating
lock-out times (the line expressed as =), the MPO
is minimized by a lock-out slightly greater than
the arm-brain time (point a). If the arm-brain time
lengthens to slightly exceed the lock-out, then the
MPO increases sharply (point b). In both system,
use of small doses minimizes the MPO (Cook and
Whitwam, 1994).

2 JMgsle] Al Fold & AFAtE A
A o2 73-9(Fig. 2004 |

FUEFE7E 100 mihry A fels, FFALE
g ZAfolls(nz EAE 2
2 fA87] A8 488 FUSEES AFANE
ZAHAN AWRAR Afolth HBALE A
A F Al 23E§F vlElsle] MPOZE F
7haid, AFAE AA S 750l am-brain time}
FEAFAZEY Al wet MPOZE with 8
ZAFA|7Fo] arm-brain time 2.t} ZojAw, INT (ABT/
ELODE 00] 5|28 MPOv 43| 8-go] =AW, #
BAFA17be] HolA INT (ABT/ELOT)e| 1e] =
MPOE Us|g&-9] 27} B3, fEFFAZe] o
gol# INT (ABT/ELOT)¢} 27} =W MPOE %38
Ze] 3wz} Aotk wgA FFARE AAT A5l
MPO7} 71 A2 79+ FEFFAIZe] arm-brain
time ot oF7k v 70 AH (2P Zola AAH)e] ==,
FEAFA) oluet 23T FoLAE MPOE 374
3 FUMgcHadZe] b AA). FFAHE AAHS
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7, AREA @A Zhell 43 $FE Folwd MPOE
Zrasie] ol| wraloz zAslvlelE MPO} ‘amm-
brain time X MMIR’ 2t} Zopd £: glch. U3
£%F& ofF Al AAsd MPOE Hizghel 7h7}
430}

Ao =EFY A

ANZAFYZR 2 ol ARZEAAE 24
T FA7l FEH\(syringe driver) o] o] I3
A& ArtzAAA ALHe BZE ANF
o2 Ao} sk, 27 EE FE et AAl
2 Foidl o] ZAFofok et

AtzAAF ) YHE 7€ AtEA FF
Negd BEZZ AL, 438F FYEE7
100 mihrg ‘dolAz] Retx, FFALE g2
ARE T G diEel A=A FHeZ A
Bzl Aol gigict. ol2R A& FH3I] A
gtel filellMe 4H&F FUSE7 200 mijhro]
HA AFAZE AR @1 AFHEF HYA
70 BZ7} gro] ol gsln glow, g U&7
FUEETE 1000 mihr oG] At2A FUARAE
ol &t ¥3&F FYKEIE 1000 mifhroll ot
A7tz FUARAL B AFAE ARA &
om MPOZ} ol ¢ AR EZ, o] Aol utEA F
FAZS AR slok Ut

Rot=ETIEY el NE

ANZHANZE APl Yol sbg Fad A
advt A& Jepdn s Aol ghehbe Aol
F Z5% HAAYE Aedsted FHE 2Fe
o] 7k wighzlsldt. Art=AAAR Y AeS FU
7171 AliAe AR Y E&FE Agsted oA
whe] FQE =& slojob s, UL, U

FYAZE, MMIR Fo] A7t=ARA e HeE
gois & 4 vk @ AL E 3z e
£ MPOE Altstel i =80l &, §3] am-
brain time> MPOol| &g wlx|& 714 Fa3 Q)
A2, arm-brain timeo] Zo]XW Ao HAs] @
ofZct iyt Uz|gFo] AL, MMIRe| #Et:E
MPO7} AAEZ QrdAde] WojAdh AFAZE 4
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& MMIRE Wojxal: 59| Hajoll 2ot
£ ol whgel Weh TEY FIAT
£ Zol P4 B4 Eelt AL of

7

A~ OO

ol21dt Hg mEd o AVtZARNAGA Y E&F
FFAT & olwd ez dA ok 73 A
’“%_171 qlol whd Fubell gk, ofe] qlddTtell
Hhal S ’%543 , propofol o}&3t A7}

2R A 3 EF 9 AFALY AR e
1-3%9] FFAHE 417%}31 0.5-0.7 mgkgs] 4
3838 Fojsle W o ZHE|(Rudkin et al, 1991;
Herrick et al, 1997a) ZZA]7F §lo] 3—-5 mge] 48
2] B3)geE Folsie Wil ol277A chekst
tHCook et al, 1993; Thorpe et al, 1997; Smith et al,
1999; Girdler et al, 2000).

Table 1el|& propofolS o] &3 A7tz
+ Asisiedl, ¥318%F FUAZ, MMIRZ MPO
E Aldbste] Jebdigich. MPOE Al St
arm-brain timeo] 289l Ao F s1A%l9 o, Rudkin
S(190] A &g HH(¥2]§%: propofol 0.7 mg/
kg, FAFAIZE: 3E)ellA = AlFe] 60 kgl A2E 7t
galdct 1-389 FAFAE T3, ¥ EFeR
propofol 0.3—0.7 mgkgs A-&3 AS+ 71&82 #A
7tzd BEXEAXE o]&¢ ZF-ojrh(Rudkin et
al, 1991; Herrick et al, 1996; Hermrick et al, 1997). |
Zoll= 43L% FAEFES 200 myed) A7pzA
2 A6 FFAZ Yol U EFL propofol

A2

3-6 mg AEE &wke At wiE, d38%
FYEE7 1200 mihe}] FUAAE A-gste] U3
|2 18-20 mg AR AFE AFALE 18
A5 AAekE Pol Bel ol$dr

Atz FYAE AAE Q72
AThope 5-& V8183 ZYSEA 200 mifr, A3
£%22 1% propofol 3.3 mg, ZFAIZF glo] A4 st
o, ZiE FYE = U= propofol
7t HEE Arr2AAA S At 2-32 ol A
B 57 AT 1% BAAA Aol ekt
ug FoE 93}y vFE9 o r(1997), Smith S
2 Thorpes} 7ol AA 15 propofolg 0.75%, 0.5% %
sastel AZlZARRE AWE A 075%2 pro-
pofol& AH-8-3}od propofol 2 thFY4=7t 25 mg/min
% wl(1% propofol& A-&ciz 7Asled, MMIRo]
150 mird), AR A AW A LAY
22 A4 4UE $E AT 4 dokz sl
th(1999). o] AFATE FIAZ 2] 1% propofol
2 ANEAARE A9Y W YE FASE
150 mihrdl A97h Heket Ao E 4" & slonh,
MMIRE ohzh 22189 FUSE 94 Askzad
d9 el S Plam, 2SS U4 e

A

Zé]] A /{, :é‘_.‘:_—v

9ko] 33 mg/min

SESEIHFYS 0

o
o
2
M
B
)
[}
0l

ANZAARS Adsia Y8l Gl FYY wwh

Table 1. Patient Controlled Sedation Regimens Using Propofol

Dose Lock-out time NIR TID MMIR MPO (ml)

(1% propofol) (min) (ml/hr) (sec) (ml/hr) (ABT 2 min)
Rudkin, 1991 0.7 mg/kg 1 100 151.1 (60 kg) 71.7 (60 kg) 4.2 (60 kg)
Herrick, 1997a 0.5 mg/kg 3 ? ? ?
Herrick, 1996 0.3 mg/kg 3 ? ? ?
Cook, 1993 3 mg 0 200 54 200 7.0
Thorpe, 1997 33 mg 0 200 59 200 7.0
Oei-Lim, 1998 4 mg 0 200 72 200 7.1
Girdler, 2000 5 mg 0 200 9.0 200 72
Rudkin, 1992 20 mg 1 1,200 6.0 109.1 4
Osbome, 1994 18 mg 1 1,200 5.4 99.1 3.6

This table shows patient controlled sedation regimens using 1% propofol. Abbreviation: NIR: nominal infusion rate, TID:
time to infuse dose, MMIR: maximum mean infusion rate, MPQO: maximum possible overdose, ABT: arm-brain time.
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