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ez of7|s= 7, HYF, pressure ische-
miao] 2}t peripheral neuropathy %% <ju}3}7] ¢
shel 4 2] AbE B4R B0 A, A
ALY F A At dsEe AS, dA,
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Fig. 1. A beaker representation of the body is used to illustrate drug distribu-
tion in the various body “compartments”.

Table 1. Criteria for Consideration of Extracor-
poreal Elimination

1. Severe clinical intoxication with abnormal vital
sign.

2. Prevention of complication of prolonged coma
(e.g., aspiration pneumonia, sepsis, peripheral
neurpathy due to pressure ischemia).

3. Progressive clinical deterioration.

4. Poisoning by agents known to produce delayed
toxicity(e.g., paraquat and phalloidin).

5. A degree of intoxication that impairs the nor-
mal route of excretion of the drug, or presence
of an underlying disease that impairs the func-
tion of a major metabolic or excretory organ.

6. Severe intoxication with agents producing toxic
metabolites(e.g., methanol and ethylene glycol).

HEE

o] toxic metabolited kg FEo] AL
Ao wid NagE Y = Y.

2, 2429 7ol &oislE 22l

AA W2 FFE oEe] AR AA=7] SlshA
= AR ofEo] H vl €Y Y Uz F3
32X sojof ghch. &9 AW BEE T F=
137} Vd(apparent volume of distribution)e]t}.
SR Eo B 33tA S ale} zhzbe) why
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of e AA Hzel G Frd, F83 EHo
2 A ¥z}, protein binding A%x, water solubili-
ty 5e] slct.

1) Vd(Apparent Volume of Distribution)

Vdi Aol Foiul ohEe] 3¢ Wy FEe
ol A9 7HEe) 5o, kel Aol
RIS AEE dehdck(Fig. 1. 5 S hepa
ring ¥y 23 (blood compartment)oat ¥ 5
+8 Vd+ 0.06L/kgelx, ME2Nejul Z¥s=
cephalothin®] Vdi+= 0.2L/kge]c}. et thrie)
o2 BHHEAl Aol EE=o], total body
waterql 0.6L/kg Xct & gt& 713 74947} 9ot
Digoxin®} 7% 7.5L/kge]x, phenothiazine-& 20
~30L/kgolch. As) w4 AEe] A5, WasiE o
L FAAE Yo YoM FE5HA Hug, ¥
4 A 9 hemoperfusionel] o3t 2F&2] A|A: of
9 ¥ =) 383 Fotd AA s ool o
A4 ASE A AH g s I 9A dod 2
oulrt gt 282 g ¢FE-9] clearance o)¢of] ¥
A E5E AR A Vdrl A8 AJ8E AAs=d
8% 7150] ¥k o4 hemoperfusiong 3}
=9 Vdr} 50LEc} 22 A9-(e.g., theophylline,
barbiturate)6~84]7F Ulell 72 BE ofe] ofEo)



AAED £ glev, Vdzb 400LBth =" (eg., di-
goxin) At A o] EL AL AA7} sviete
ZAo) ol Sle gl vimatd AL ol B33}
2 A9 wild 2857 ZAFQ FE AAde =
+°] HA %¥& 4 k. Vdzb 50~400L<) 73-¢-(e.
g., meprobamate)+ 434 & 8344 "o}
2y Vdzt 2 ofEelzkn strjEts ogd] Afe
Ae] v X 8e] 2o k. HE dF P o
oz fA HEE MEY T e Y9
AA7} 7Bt $HA 2522 Q3 5 Al
A AR Fol dAAE 9o 3EFUTr} T4
ot} sl A4S E e, o] W ARYA
A& dAY, 53] HA Ao 87 H= A A
BE A1 @ F Q. A2 FEe] F2 H|aA
SHgE Alel] EE 5] glejA] U AsAA 4
o] & %= g)t}. Tricyclic antidepfessantf’—] 34 =)
wpol REsHe ch¥Eo) okEe U4 Aol S2A
QAR 77 gouz F8 ¥ FAE Jehie
o} e $AH e AzE A9 4 3l
o ARE Vdrl & FEejgte 548 vehie
metabolite7} nonpolar % 7-$-= metabolite z}A|
o] Vd7} 274 $& 5 emg A7t b5

2) SAjot B3} WS

dubde 2 BMut Balof g F Al £
A}2F, protein binding A%, water solubility A%
s°l dem, ¥ FAHo FHe EAFFe] 500
daltons o]g}el, 84 e} protein binding I %

Table 2. Drugs for Which Extracorporeal Elimina-
tion May be Useful

Forced Diuresis

alkaline phenobarbital, salicylate, pheno-
xyacetate herbicide
acid phencyclidine, amphetamine

Peritoneal Dialysis salicylate, phenobarbital, metha-
nol, ethanol, ethylene glycol, lith-

ium, isopropanol
Hemodialysis

ium, isopropanol
Hemoperfusion

rvynol, glutethimide, meproba-
mate, methaqualone, disopyra-

mide, theophylline
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salicylate, phenobarbital, metha-
nol, ethanol, ethylene glycol, lith-

salicylate, phenobarbital, ethchlo-

7b dow oFEg e AAT 4 gioh ¥
A 23 7 $-ol = hemoperfusion o)1}, plasmap-

hereis, exchange transfusion$-& I.83}odo} ghc}.

X2 WY W £ HSEN Fo| Ajg

1. Forced Diuresis with Urine pH Adju-
stment

dutdgeow okE-E ofilbe|d, <ddde]Ads wu
k. AAE BalA AR W, 4e] pHE 2
Asle] obEg o|23A|7IW HaE 9 S HE
% 37t ol B2 A9 AFEFE T
A ofEe] wid S F7HAA 5 Aok ey foreed
diuresis® ujdo] ®E 4 gl 9FE-S protein bind-
ingo] Aok 313, AujellA] chAtEA] ko], sl
W de] AL Falo} slr] YAH o2 A E A oyut
B I xojel g}t ®{ medically invasive treat-
mentzt "R $HFo] B3, FY4E 83
ool AAR Algo] H At 28 ¥R Wt

pKaglte] 3.0~7.52 2F4bAdQl &2 sodium bi-
carbonated Fofsled pHE 43 75 ooz
Z7skaL, 7.5~10.541 oFebde]Ade] EL ammo
nium chloride& 7+ =+ A9 Fo3}d pHE 5.5
~6.09EE FAAZI.

g 7Fsdt B dAEA olnE 83 dF
& phenobarbital, salicylate, | Z4]¢] 2, 4-dichlo-
rophenoxyacetateso] g3, AHJ o)k & Q3= °of

8- phencyclidine, amphetamine 522 3IA%¢]
slr}(Table 2).

A sl PHFoR dteld] olne AL AR
%, =585, A" @ Ay 278 Sol oA,
£-3] volume deficit, hypokalemia, alkalosis %<j
FAlslo} s, Al%-3o] FHIE #HAPM= F7)
olc). Ak olmollME A W Algdr} B-Fyol
2" £ 9o, A%A I EE WE A
o] FHHE FhAjoll A= A E4E A F 9l
2 g7t}

2. Hemodialysis

Yol £4E Z3F 4F A A d3e F= dA
+ ¥A}8F, protein binding, water solubility, 8§

%, B9 9, FR FA R Fol gIntd. ¥
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F4L 4% 500 daltonse]sleln], $~BAe]a,
plasma protein bindingo] &g <¢}E-2] A Ao &3}
Holt. kg A|A9} g4 Fur Aty 2 A&
E7EY Ao rhsta, AFAHE FA AR5
€ el Axelth. =¥ Ao Pa Anrl de
2ol i ARAA7} o]v] oA glemg,
vl &7 A1 4 gl

A go] He 9kE2ol FH+= salicylate, barbitu-
rates, methanol, ethanol, ethylene glycol, lithium
%o} gJch(Table 2).

s 28st, Aed B4, AP, Y,
anaphylactoid reaction $°] ¢Jt}. Antidoter} <)
v}, organophosphorus o] wi7}gze g2 z}4-3)
= 9F, Vd7}t ol £ Aol A% 9871 9
I, M¥ste] o™ F7leth

20
W

3. Peritoneal Dialysis

25t FAHolA] ofE o] AAd & F= A
¥4 %, protein binding, water solubility,
dialysate volume $o] ¢lom, Exlzke i o]
Fgold 2 9% o)A Peoh o 2o
Hol gl £49 1/4~1/8%% vl Y=z,
Yol £4g $iF 2] A, W FHo| 7}
5% of™belE Alfjstne A ASHA gert

He7t5 4EY Ate ¥ FA43% o
(Table 2).

4. Hemoperfusion

Hemoperfusion& charcoaloji} resine] ¢ g}
< cartridgeel] @& BFAA kg AA}e W
Wo2  cartridge?t glom AL A=
blood pump, blood line, monitor& o]-&3}ed A}8)3t
T stk ¥ FAe| wnlawste], ¥2=F, protein
binding, water solubilityel] °33-g W=z ¢35, o3&
AEY Br} ofF AALEs wEd, 28eg o
A 559 Af, 5 e wAl gaprt o4 35
o] xsh= Alzke] ¥ Aol vl o] 7] dF
o] £ A2 A% 249 F e Aol
e}, 2} He) =4o) v]s ethanol® metha-
nol] AAEL dojx|o, Fukd A7), AdfA &
F8E oA FAl= L1k =28 Y £49 2
o] ¥ B-#o] ofEut AAF 4 ylel glor® Vd

= O
o=
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72 okl AAdle BoFo)A Raeho.

Charcoal coated adsorbenti= polar, nonpolar
drug 25 AlA 7153}, amberlite XAD-4 resin
adsorbent+= charcoalol] H]dle] nonpolar drug)
AAN 68 EBolh.

Hgrkstt FEE Y TAjo] AP oHEE of
9]l % theophylline, meprobamate, disopyramide,
glutethimide5-¢] ¢)t}(Table 2).

IR Haw 7k, WT k4 AYg 5
o sk& 4 %, heparin® FAF=Z Yo F4
BoRe B ke Fojelo} sk, 24l tise o
& zAlafolo} ek,

5. Plasmapheresis

Aol g-35e] 2lAHY} protein bindings] © Vd
2L 2o AAA AREEY Y FAolut hemo-
perfusionel] v|3te] Fgo] e}

paraquat 5%, thyroid storm'”, digitoxin tox-
icityel] A-8-% o7} Xse] glc].

6. Exchange Transfusion

F2 ¥y FA o]y, hemoperfusiono] ¢jz¢
o}ell ] Iron'?, quinidine'®, ethchlorvynol'?, chloral
hydrate'®, chloramphenicol'® $5-<j ARL-¥ B 37}
et okFetA Atgst A" ZEAe iR A
Ex Hoi 9 9t

7. CAVH

o AEyed vt vlmA =A =815 g
el A HE= o] A ¥ov, paraquatFF

Arterial line

Heparin infusion

_~ wump

Yine

N

Fig. 2 Schematic representation of the continuous
arteriovenous hemoper fusion system

Venous



Bl A=R 7} glck. ¥ FAo)} hemo-
perfusiong A& 5= g= AUt FxloljA] AH27}
S8, A4 Q) 287} 715322 hemoperfusion
YA rebound® k5o VA v} £E% Y=
o,

Paraquat'”, lithium'® -5l AR8-% o7} SJc}.

8. CAVHP(Continuous Arterivenous Hemo-
perfusion)

1993\del} wigke] Lin 5o] A Y3t uFol hemo-
perfusion® ¥ 4= §l+ meprobamate F53H=}ol] 4
Alegabgdc}'y. dubagl ¥ =4g $3} blood line
3} hemoperfusione]] AH&8h= charcoal cartridge
Arg-shed o v (Fig. 2), 9%7] ¥ste] 90mmHg
olstg& & 120~150mL/min, ¥ste] P4
3EF9-E wolls 200~400mL,/ming] ¥F7t #
A=gen], 49 57} 78,000/mm7HA) ZHAE S
o) JAH e 9uigle 8L vty ErEe
o} Ao 2= EWE YA A 94 9leH, A
<5 o g A}#sled rebound phenomenono ® ¥
5ol A5 g, ¥F diEoE Ay #
A HE A1 = ik Aol

ob&7}R] Fo Bk slo] glovt o2 I Y
g diadel gt A7) of Yasleiel YzEd

2

a2

-

o 359 2|8l gle} A9 oA G AAL
wolut, A3 Ul 5 wkAYdl vjztd, AgHolxn
Be nlgo] B4 Hug, A& Ao 1) AEY d8
7} gle #AbqlA), 2) X8E lsle] ofEe] ujde]
A HeAE $33 22 Fol AP} gt

ae)a 2 g4l siHE Ay A3 A4 wst
of WINg FEFES FM= vlE] XA el
st £x)3td Sz} e AF A153F) 2E8t A
g=lojop & Aolrh. QdFAMAME i/l ¥, &
g 24 ool A5 A=A $oB 2 hemoperfu-
sion, CAVHP & 8|33 25 2:0]7] ¢f= vbhid|
i x PGao] o}l F= o] Hasith

ulx|gto g | me} FAlo| kB ofHez Q) Hel
AL T3 AFshd, AubAQ 3} X Fel £
= eje} Pzdch

=
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