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1) Cardioplegic solution (CPS)
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7. Chemical Cardioplegic Solution :

°] & Dextrose, sodium chloride & 724 o«
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372§ 408" Fi&el #oh(Table 1)
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* Cardioplegic solution. Benson B. Roe J.
Thorac. Cardiovasc. Surg. 1977. 3.

5% D/ W 1000 cc
KCl1 20 mEq
NaCl 27 mEq
MgCl, 3 mEq
tromethamine 2 mEq
osmolarity 347

pH 7.6

* Composition of cardioplegic solution Buckberg
1978.11. J.TnCVS

Volume(autologous blood) 1,000
Temperature 16C
Potassium 30 £ 1mEq/L

Ionic calcium 0.6 +0.1mEq/L

Osmolarity 355 +5 mOsm
Hematocrit 20 +2%
pH 7.7%0.1

* Mayo Clinic 1977.

NaCl 5.26 gm

Na. Gluconate 5.02gm

Na. Acetate 3.68gm Normosol-R

KCl1 370 mg

MgCl 300 mg

K acetate 1.96 gm

CaCl, 100 mg

Water 1000 m]

Nahcoy 8.4% 13.5ml

Heparin 2500 units
calculated 333.6 mOsm
measured 305 mOsm

PH 7.7
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* Cardioplegic solution. G.Frank O. Tyers
J. Thorac. Cardiovasc. Surg. 1977.11

Normosol R 1000 cc Na 138

KHCO; 2gm Cl 98

CaCl, 100mg K 25

heparin 2,500U HCO; 20

osmolarity 275 Mg 3

pH 7.8 Ca 1
acetate 27
gluconate 23

* Cardioplegic solution at Texas Heart Inst-

itute. 1980. 6.

5% D/W in 0.45 % Saline 500 cc

KCl1 20 mM
MgCl, 7.5 mM
NaHCO3 2.5 mM
CaCl, 1.0 mM
Osmolarity 510

pH 7.4

* Mass. General Hospital 1980. 10.
potassium arrest sol. 1000 ml contains

1) dextrose 2.0 G
sodium bicarbonate .o G
potassium chlorids 1.87 G
sodium chloride 6.32 G

2) albumin 50 G

3) mannitol

* Boston Children’s Hosp. 1980. 10.

initial 15¢cc/kg

then 10cc/kg
* but never more than 500 cc in any case.
1) 2.5% Dextrose

CPS

0.45 % NaCl

NaHCOj; 5.0 mEq (5 cc)

KCl1 30 mEq(15 cc}/ 1000 cc
2) 2.5% Dextrose

0.45% NaCl

NaHCO3; 2.5 mEq(2.5 cc)

KCl1 15 mEq(7.5 cc)/ 500 cc

2 month year old
Heparin 2.0 mg/ kg
Protamine 1.5 mg/ kg

* Cardioplegic solution by Brachfield, 1973.

1. Young’s solution
0.8 % K-citrate
2.46% MgSO, TH,0
Normal saline 1,000 cc
2. GIK solution
Glucose(5%)500 ml,

Insulin 10 unit.

KCI1(1 moi) 10mo}{(40 mEq/L}
NaHCOj4 5 ml.

Osm 343 mOsm

pH 7.8

* Cardioplegic solution for cardiac arrest
induced by injection(Kirsch solution)*

Ingedient mM
Magnesium aspartate 80
Procaine HCI 11
p-Sorbitol 247

* Cardioplegin Dr. Franz. Kohler KG. D-6146
Alsbach

* Cardioplegic solution for coronary perfusion

6% Hydroxyethyl starch*
2 mM Magnesium aspartate
4 mM Procaine HCI1
0.5 mM CaCl,
5 mM KCl1
25 mM NaHCO;,
10 mM p-Glucose
200 mM p- Mannitol
250 mg.6-Methyl prednisolone/ per liter™
20 mg. Gentamycin/ per liter
Total Nat content 50 mM
Osmolarity 320 mOsmol
Colioid osmotic pressure 46 cm H,0
pH :7.40
Po,: > 600 mmHg

* Dr. E. Frescnius. D-6380 Bad Homburg v,d.H.
+ Urbason. Hoechst A G.D-6000 Frankfurt/Ma-

in 71
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* Continuous potassium cardioplegia. William

A.Gay J. Thorac. Cardiovasc. Surg. 1980.1

5% D/M 500 cc

1/2 normal saline 500 cc

KCl1 40 mEq
NaHCOj 10 mEq
osmolality 412mOsm/L
pH 7.6

* The composition of coronary infusates.

Grams Millimoles
per liter per liter

Bretschneider solution

number 3
NaCl 0.70 12.0
KCl1 0.75 10.0
MgCl,- 6HO 0.41 2.0
Procaine-HC! 2.00 7.4
Mannitol 43.50 239.0
pH 55~ 7.0
Osmolality 320 mOsm

/kg. H, O

Kirsch solution
Mg-l-aspartatc 25.00 160.9
Procaine-HCI 3.00 11.0
Sorbitol 45,00 247.0
pH 58~ 7.0

Osmolality 463 mOsm

/kg. H, O
St. Thomas’ Hospital

solution :

NaCl 5.35 91.6
NaHCO, 2.10 25.0
KCl1 1.10 14.8
MgS0, - 7TH 0 0.30 1.2
MgCl;-6H,0 3.05 15.0
KH, PO, 0.16 1.2
CaCl,;-2H,;0 0.18 1.2
Procaine-HCl 0.27 1.0
pH 7.4
Osmolality 300 mOsm

/ kg. H,0

2zt o ZF9 7 clinice T 43¢ w4
Dextrose , Nacl , Kcl, Na HCO; ute] nie@ Hyeo
2 d"3lHe] Audes AWl e PH7.7~7.8,
Osmolality= 400~500 mOsm 2] %% FE2 seist
2 gk 8ol A date Azel ARl F4L£ ¥
mgcl,, Cacl, £+ albumin, manmitol §& %7}t
71 % Goh 23 ER %L clinic € procain &
Abg3) b ol FebspFol A& procained T4
4 CPSE 443tz g€ Aol FrulEct. F AR

Bretschneider %3 Kirsch M- Magnesium $}
Lidocaine ¢ ©c}%¢# 3t @9 St. Thomas Hosp
ital solution-& BiI& Exct+ /ol 44 Magne-
sium$ Lidocaine & ##3ta2 sdeh

2 3 Bretschneider -2 /h#&el Kcl(10mM/L).Mg-
cl,-6H, 0(2m M/ L) procadne(7.4 mM/L)%} Z &
o} Mannito1(239 m M/L}& 71xlz glod, Kirsch#
& K% Nat Ca*, Cl™%°l dagle]l $#2 Mgaspa
rtate (80mM/ L), Procaine(11mM L), Sorbitol(247 m
M/L)=} 7} 5], Osmolality & 463 mOsm/Lal 2]
E3z)ojc}l. St,Thomas Hospital S 4 xejoje
4433 A of gl Braimbridgesl FR9E
/98 Mg,Ca, Procaine 9 Kcl(14.8 mM/L) 7} X%
5o 3w

L& old 4 BEY Ao &L AR,

Potassium : f@8 g M LL e ER Dol LR
o] Egoich

1955 Melrose!*?V7} 222 3 -§%(245 mEq/L)
o Kclg A&l A2€4L 8 I1F Aol §3
sg kst 197313 Gay® 19744 Reitz? o] ¥ K*
224 47 2] F439 anoxic arrestZ +H
AZRIEE E + ddrh

Ktg alao] 4 xlde F4 ol A A x4
transmembrane potential-& Al&3A] F£AAA A
xotg Romf(depolarize) ® 4HZ oA AIAA 4
Ao o) %4 FAE shd oA k) ol A A4l
A oluz WA Ads4ert AAE FLT ol”
o] 14l E #R stedl v F4¥Y oy alor F
13 wheba Al e WEERSLEYHAY A 2EY
o] Ald =& $AMAr. = o’ Lk AlgsHl o
oA ol Fl 7| A Hol) FoA} of FY Ak A A A
AR P& AR g A4S AP ASE A
WEE s ok EEe e o UL RE FHA
22 % FWol ok

chat kel K& Folstsd Catto] Al ®atog &
oA AEWFge] 458t ATPLE 4AA AR
A4 Es K*100mEg/Lol4€¢ F4 4% F& st
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one hearts 24?2 oigs J4HLE ARl A
33 473 $8A4 AFes ¥l ¥4+ nonc-
oronary collateral flow7t sl 4, @K+& washout
Yot Y ol YAHT FEL ot #9+ &
o}. cardioplegic arrest Ztoll 4| 3 =+ extra-.
coronary: collateral flow & ¥4 ¢ 21 <3id
ORERBREE 3 MERE 2 5439 YAl
WAERLCl o T3 H5HE G HAE& 4R
8] draindtz ZWKE 4A 8 snare s34, indi-
cator 24 RMIFRZM(hematocrit) & A8l A4 2| 53
22 e E HiWd ARse V4] F¢ 2 F
A3 4% sEEHYAFAA £ T 40ml/10082
A wow g FALTHUYANH & HF 166ml/ 100 T
2 Axtuc gsted, s g AL A IEER
BGREBA A % F 512ml/100B%a ek ¥
Y old flow ratet FYAYc 4= BREST ot
b 132 et

Kte d $9a4¢ 3 B2 & 7A€ 4
29 reperfusion damage € WA Ut &, BE
M2 o= ¥Uatl electromechanical workel BHE
& AARL, ATE4y=s A7t achasig o2

E AY)d Yoy Ktyre EBREY F4oz 7
£A70% sleba 8=, chemical CPSelA £ 24T ol
4 K*13mEq /L3 blood potassium CPS o A & 20
Tol4 K*28 ~30 mEq/LY7 o sictn s, Ut
Hog K+*40mEg/L ol 4 ¥od & 712z Hogl
o)

2y K*o 4Aznsfigd g &% slod
Kirsch water¢ A48 S ¢5}58132,83 K+
A4 A E AR e Al ExGGY T gloiA
A A= el ATPREo) 3 E2¢os A8€ Mg &
AM-$-3bcha #3ich

Magnesium : o} & AMol 4 Azl o] F4 o],
Ao MRS icofactorTA TEsel, %8 Mg-
ATP complex? #H75& et & creatinin
phosphate(CP )% ATP+ CPK(creatinin phosph-
okinase)d] &sjztgo2 Asolg &M ATPY <
% Ao ATP7 F4d CP9 Menergy pho-
sphate bond 7t ADT2 AYHA ATP7 ndsz
W2 ATPAAko] #4314 ATPN A creatinin &2
high energy phosphate bond7t Ag=4 CP24
B o] U= '7} 4 A=+ transferring reactiong F
FYe}?)

= Mgt Mzt A7 2lo» membraneATP
ase & dA 84 OEkNE ATPE 2 EWH2
i@ Mgt MEcez Cavrt Bolstezld waszn 4

g g F Mgttt dEelq Catel re.
cepter site® =& 7| o Folch weid Mgl
325w Cartt AT TEhko) 2l 2

£ Mg+t muscle tension€ A &2 AI4KE °
A AHH ATPATE 44 A4 #fule] 44 4
aHA|7)c42830)  ® 4] & mitochondria e Ca*™ 9 44
%Y § 7447 3 mitochondriazt Catt 43 Folelx
ADP$ phosphorylate 3t 584 7HAl w3132

Kirsch solutionze] #&2 Mg¥ ##Hseidx o
oy ojgAge CPSel Mge AEsHz M
cardioplegia® 265 ol S A} dol FoH o7 o}
¥#2 = FHE=2 whshout §o2 K'CPSuc A2y
27t Ymcia 87% e

o] 44 ¢ CPSe] MgSO, ¥+ 15mEq/Lzx 3
=20 ojimel 4o PRI F4sn o Az
Mg #%9% ijon balancest 7= 4 Hsidteh o’
Braimbridge &s}7} A}83l+ isolated rat heart
model & 4oz A ¢yslol4 Heziz b A
28 A5Gl 4Yoln AM Y 4ol vl ay 44
gt F4E ek

Calcium : o] & 4449 excitation-Contraction
coupling ol Rl dhs Edo|¥ =elA EmasnmkCa™
AT 4E ARAANAL A ECatre MEE
A& Ay

Cat50mM $28 557 A¥F%= Sarcolem.
ma membraned £4o] rie yaE Ut

CPSe| Ca+ & 3+ St. Thomas hospital ¥e°) 4
% Ca+& Ao 7= %+ Bretschneider ¥ Kirsh¥=
7tz 42§48t wusld glow Engelman®™ &
Vivoell 4 & CPSel Ca**§ #71% dart givkx 3
% o

Cattfree CPS#hFol 4 3FAlel Cat $42 U9
Y& calcium poradox(:0#F rigor)& W=7l S8l
A Catr¥ol7t Raseie HYsirt geiiiig =z
Ca+ free CPS§ A48 % ¥ oz calcium pa-
radox = X 5«3 Ca*e FA¢ S+ mitoc-
hondria 2] €£4& k7| g Rojztm =¥ o7 =
$& o3 L A4EA G 7 ded 5 Ca*t free
CPS9 494 %2 dAA el Zo]= i vh3hH nonc-
oronary collateral flow=2 oAl o2t 2
2 443 og jsolated heart 'model o} 4+ CPS
o] Ca* & Mdte AL HPslictn & Rolx, ol
AYyd ] 2EL T d4d A RATE AL AAHA
7bo] o7t M F A BEE 7L 5+ A2
Buckberg € = Ca*™ & CPSol F7tgtud 4%
ojoj ok AlA o] Firat §xol £Fo] At At
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4A 2 Texas Heart Institute & /M Ca*(Ca
Cly 1.0 mM/500 m1)-& CPSel %3tz v}

Procain : ¢]H 2 Catte] HIZTUWE |Yste AL
34 814 action protential of WA sl4 A& 4|9y
excitation- contraction & uncoupling 47|32 =
procain < oy Na € @#%x ¢+ Kirschuy Br-
etschneider - Na permeation & 2|84 4 X 9}
Mol E4E Foba g

% procain - o At nFEAAH AAA 2]+
A xet opd Fabsh depd®, = Kro A IAE F
A 253,

procain cardioplegiatv BB T4 o 543}
©} 4} 759t single dose cardioplegia @ F¥
 A2REE Teba Y 5 E Kol osid pr-
ocain & 90 % ol &% Akl £ K- cardioplegia
A5 THE FdA7U3® £479 multidose
hypothermic cardioplegia o} 4+ procaine< K*
U Mg*™ e 0AAxH}E $2492 Zito subs
39 a8 4 K-CPS £ 3= A%ol+ procain o
2438+ procain & F3 Yotx AAAE FAddE
Ro|n o}t Bleese® 5o] procain & -Hil& Ki-
rsch water (procain 11 mM/L)& EAS 4A<%3%
AlA=z o= M 2¥og CPS for coronary perfus-
jion (¢d 7|l £ /MR procain §F 4mM/L)IE WA 4l
FRIE A s A3 AR o] Eelrh o)A
K* 2% %9 young’s solution 28 A<43 AA=7}
2 ¥4 GIK-CPS(Glucose- Insulin - potassium %) &
Ab-g sk wi] gk Zapsio

Braimbridge + lidocaine & 0.5mM/LalA &
B AlZxnEago] Arta dlu olARc} g S
A2usatgo| AFoeia el

12y} Buckberg!?’ & procain cardioplegia®& 4t
B, L3 FFBo 2 procain-K-CPSE 204 34
02 Z o NFHAd AAF] 20 WA 305 o 7
the ok AlutFo] Eoten ol ddFE e F
Ae A= 0% A=Aty A3 S AR
ojzbx st o4 EHel4 RB™ procain & H
CPSdllat F7hat8o 2 Al&g AAHA fEd &5
2% multidose & F ®lv 743 %+ Ho| Fov
ofek7} 7} s},

= lidocain & mitochondria o] 4 K* $2-& 3=
33 Na §9& A 3}=f442:4) action potential 7
of sarcolemmal membrane & F33k&= Ca™* o] Fol
£ %o astrt e Poju B i ol 4 subce-
llular organelle 8 W4T 25 REgcpt)

1979 %@ Sunamori¥®’ & Mg- lidocain <

AT+ EaNE FASL 1~247k8 Mg- lidocain
4 (22 8mM/L 11 mM/L), K-Mg<§(ztz 20mEq
/L, 8mM/L )}, KH(K* 20mEq/Lsl) o2 $x3
{E TR RS 200158 3k of] A)
(oxidative phospholylation index = ¥) funct-
ione] [3 [l A= 185MFo % control 5
f2%en o]AL CPS%9 Mg 7} mitochondrial
nonphosphorylation - O, consumption & o 3}7]
o Feletn dta 3FEFAAE lidocain-Mg & 4
A gx} M2 33E7 Ao K-Mga€& 44
A aznr Aok st = g4l 79 anoxic arrest
s+ 20C Al&4 &uto 25 mitochondrial function
o] @ ETHJ4 AZHE7 H A vk FAZA A
<4 zt3} Mg- lidocain £+ Mg- KCPSE 3 &3 ofn}
Al Z8 37 "etu Ao

A4 2 Mg-procain cardioplegia + Kirsch} o]y}
Bretochracider o]l 4 4 ZH o2 A&xlm 9 o,
Axepeld, MEet ATP-ase A& A& = 7l g} 2} 2
T35 {E A7) c}40.46.46)

Glucose-Insulin - Potassium CPS(GIK)+& o} )7}
g WEshs Aozl Rt £t HEEESAANA O
HErsEasl acde sost g8 ~88 o) GIK:
potassium®] oFe] wm H el wpebA EE E3bol
AZTRFTENE 7| 4 Ao 10mEq/L 9 /e
potassium—% 5% Dextrose/.000 ml ¢} 10 unit &
Insulin 3} BE A& 4+ &A" A24 2ol K* B
FUE 24 ArE HFel 2L FIUBD oy
K* 40mEq/L& % oA+ @ik aste 42253
5 & ¥ 5 Aoy A ko] AR5y 315}85.86,87)‘

oie#} ¢ Insulin & 2842 g dAaHNFAE Al
X9 glucose 4# & HAE AT Hald, ofw
4t@L Insuline & AA XS] glucose o Yo e
£ 9 BAALYdRE 39 28y maunital 2 o=
4L AAANE Aol okdrt e ARAAE S

Insulin & glucose §lo] wS4}&319 42 yvaF
It o actax s M 29y, lipolysis, ZEH4
ROMA T3 oj2ba ghe}64),

© Blood-Potassium Cardioplegia

1978 @ Laks?4’, 19794 Standeven?5’, Cunnin-
gham?®) 52 ¥Mm K*-CPS7} chemical CPS ¥t}
¢ ATRIE gotn UEF ojHE G T &S
WP oj Aol el medAz 2w

% BmmH(16°C) ol 25mEq/L8 K*9 0.3M TH
AMS} CPD 20ml & 713 Zo|=4 o9 Fike
H Ak <2302 H4 Osmotic, Oncotic pres-
sure & A% o2 albumin. Mannitol. Detrose.

mitochondrial respiration
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FECPSEZY Gm, mM, mEq. mOsm

Gm mMole mEq mOsm
Glucose(Cg H120¢) 0.18 1 1 1
NaCl(23+35.5) 0.0585 1 1 2
KC1(39+35.5) 0.0745 1 1 2
CaCly(40+71) 0.111 i 2 3
MgClx24+71) 0.095 1 2 3
NaHCO4(23+1+12 0.084 1 1 2
+48)
Mannitol 0.182 1 1 1
Sorbitol 0.182 1 1 1
Procain HCI 0.272 1 1 1
Lidocain 0.234 1 1 1

Magnesium, Caicium 5§ 3713d 4397 g2 Mm%
A7 e BERE OFY FAKE RBE WY oE
Vol $328 5 oo ® substrated B.Fo] €S gl
o, ® OfFE 28AQ gRE REE 90% o4
ATP7t #2128 4+ dct. = K 3712 4323 el-
ectromechanical workd w8l o2 o+ . MEHS
ogH sl wet4 energy 227t 9 se] reperfusi-
on demage & ¥ + Ak E3h} HHE=A 4 &
g AL ML 5% oxygenator Fo 4 §o] 3
TEug 5 Ae Mol o|4a o] Blood-K*
CPSE 20 Ao 2 Fdhl L “olux Ao
2 ZAH AZR 55} sH5seis),

Cold blood K* CPS+ $8¢ ¥ + d2ns

Cold agglutimin test & &4 16Cal4x Cold

agglutimin FAe|™ o L& LEE <HFalo} At

chemical CPS$ Blood K*-cPs & a4 47|
> y5aaE 28 KY CPS(4°C, mannitol 25gm/
L, Potassium 26 mEq/L) ¢ Blood K* CPS 4]
Bme] ATE3 & o]zt g et Mg-K- CPS
F(4Cc Mgt 30mEq/L, K* 19.6 mEq/L)& A%
A7 545e gz 59 28y Blood K+ CPS
Zoll A #e T4 BRos@Rbo) @i Nitroprusside
o) Apgo] wotow AVEMAHE o] sttty ¥
o o] o-T=tql Behrendt + Blood K* BPS7} che-
mical CPS®c} 7 &A o2 $5sivpns YA U+
o3 7z 3k o8, Roberts Ve wmd HOE 7
¥o] ot Az A WMHFRSF cardiac index’t W
# FA7e = Hol= 1} 24 A7 o] Foll ¥ FIA
A $408 Fotern stz 2 ud ELE 799
B33 Yxb(ejection fraction { 35%) 2 = F A<k
o] 90-% o]4 7t 34el A& Blood K* CPS7t o ¥
< EdE Btz gy,

Rlood K* CPS+ ionized calciumeo] chelating
agent(citrate) 2 0.3mM/L ¢|3l% 55 & x4y
oo} e PH& alkali 2 7.8¢j4to 2 zAs&H &
Bro 2 g PHY #3§ Zolop goba syl o3
140,170

Blood K CPSel4 ATP 9 BAL L] & 23
T WSt A FEFo v AHFRg A4S
st wlghd A28 ErF BHSE Tl A W FY A
wtrlel o] ATP=x| 7} sf2F 2t dolx s A =5 30
X Folv NZTY ATP AAN24HY 50% o]4eo] 7
&gt st AYER4e GBI FAA 17HF 1
o, B T 7% 3WolA B 5 A8,

2) EEE

AAge] Al f FHAGA AZRTY T8
Ao CPSe OEHERIEY ox Re]l $4dE=r}q
dHal A =47 g

O'Neil¥7o] o 3tu o]y AAGAaho] Age]
ATATE obF wdon oA AYHo B AT LE
ggtga st AFol4 AT xul SEBANE
AR LA 24 47HFel AR S 5L stz
HAFRE FAY 5 A

Barner 36’ 5 $E44ol4 kW2 hBE(29C)
ol BEEHE(S5C) sl A 2z 3033 60 Y7o o F
MAtete 2 o+ AslFa AAAEr)ALAL E A=
St Al A9 ultrastructural change: <X 3%
A7k #-sv RAolw F 29T 60 Foll 4 29T 30
HolAuet 4] Ao} 29T 0 FlAHE sz
* mitochondria®] 2 &% 8 + ddw 30% 5T
o 4£73L 605 5C e} 47 Fojd F+5Ho] BES
At g+

o] 4at o] AFAHLL ARNAS S F4AAA of
Y ApekAl b Aol mE&& FAnk o]AL CPS 949
AEgow of 8 53E Jjdg + A2,

CPSgle Aeyay L+ 48 o2 244
14°~ 16T ¢ F4£4 AL dd AFA £ HAU4AL 26
T4 single dose CPS®c} o] 9&35u48 CPS g
o] 20T MM P28 Szt FAIzt HEHA
Bibe AL AR ATE4do] 24uk CPS F743 20
C l¥-¢ multidose infusion ¥ HE F417+ A3
ATHIE & 5 AN P

23 HERL 207C o] 3HI0T o] 4) R-Asta CP
SE ¥HE4sle MWL 1@ FqHEE AYXEIs} A
Al Al&dnl2) He Kt oz AFAEG A€ 5 o
o) 2ol dzg ‘X" aTFr LA F
37 CAl A+ l.0cc/100gm/539] EBFE 9753 22
T #i0e 0.31cc/100gm/5, 15ColAE 0.27
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cc/100gm/5}, STl A& 0.13¢c/100gm/539] Al4
7 47 Bolga gy cHize)

28y 10C ¢}3t9 profound hypothermias %
glel glycolysis § €43l MR ‘o U=}~ Haz}
o] && Aal 1505l = pE ikl AJH AP EHR
28 % OFEE =+ Ca™ pumpe Z4E A
AT HERY 45Fer UA"2FE FAAG
A ¥, = profound Hypothernia & FHnzke =
T JHHSA g Rl A A4y degryiy W
KE FAQeH2, A2 AL 10C o519 4 =F
e ¥EH ot AYd¢Ys 2L L5 noncoron-
ary collateral flow2 A A A go wr,

A BFRERES AERSEYUY A4 CPS a}
L2 EHee WAl & Wy SR s o4
BATHHE oS o] LB EE Aol EA
A F3Aolw o] CPSS &dE F74H 32
52)

Tyer®®:= did o2 CPSE 4Cd ARGt =
Ui ATLEE 10C~I5C 2 F3 5o OEHRAE
W 2EZE 2.5 F1Cetn dd.ou A @Kk
Bl 4C CPS & EFRLE 15C+3.0C & 4
T AN

dtH o2 AdFdAd aT7HE AAFALEE 20
‘Coldtst o] A ofe} 8}nj5455.56.57) Tyer = 10~ 15
Tt Foba 319 oS3,

Bretsdineider of 9| 8}%i58 a1z ATP 7} 34 70
% 2 Wizl & d(o]& t-ATPet @) “practical su-
rvival time”2| gAle] ER P st 4 # Lol
Av AAAS 22 10Fte] t-ATPol E9dcxn
st AdA ez 15C o4& “practical survival
time "& 45 fFolztm 3k =},

Follette!® = E#ulo & <ksx K+*-CPSH &3l
4 2 otd, multidose cardioplegia, PH24, oxy-
genated blood 522 FAIz7kx] Al 7 sb5shy
=3 3t Bleese® & J4H o2 15C~20C 9 3
244 A el 4( 13 Kirsch water & 2#2 cardi-
oplegic coronary perfusate A}-8-) practical surv-
ival time 12039 t-ATPol =9¥ctn 519},

22 v REHANT B CPS¢ A48E 209
~30 2ot KIEDe) JEp: 2% noncoronary
collateral flow & AALEs} 4487 o Lo)n o
2t4 "3l CPS F3o] g spe}pi2),

ZE AL AZYAHYE dE DAY A2 4s)
Abddu £ zrASA Al 244 o AT 4)9} AbL ]
23813 F7hse{ 1659 28C o) FE5E YHAAE 2
A4 compliance 7} 43T AbL4u]E 2 30 2]

3380 22T~ 25T o] 87t =lo] ok compliance & ¢
contractility 7t 484 A4 Az s o)
A8, & AT LEE 22T~ 25T 03T FA Y A
o] W 3dlch Ao|xf,

Buckberg?’ & MVO, ¢} {EB 24§ beating
fibrillating. arrest hearteol]A B3 o] 3 x}el] 4
MVO; v &5 8] wel H3E 484 beating
heart sl 4= 22T ol A ERBBA 42 49% 71 2
4383 #44 MVO,/beat(244 O, £4RF)E 22T
2 HHARA o F78E AE B3 o]y AHgo] 4
=9 %8¢ $7H17)7] wEolet dx fibrillating
heart off A& A Alal] Lol 4 beating. arrest heart ®

S MVO, dovd HAR #dA4  2CAdAdE
beating heart MVO, B.t} @& 43§ 3. =
arrest heart & MVO, 7} 37Col 4 1.10 X 0.419]
3 22Col A€ 0.31+0.12(%F 70% 74) A £ 4
HEFY 445 MVO, § 2847 Ago) g 4=
WEFst A4¢er MVO, & 7443, %= Peak
LVSP (#4947 9} contractile force): A4 £%
of 57tstn Lxst HolA 45 Fleie F 37Col A
2CE st A PR ok, LV distensibili-
ty & beating hearto] 4 Agyo 2 7+438l fib-
rillating heart o) A= 443tm LV wall
< FYEA3) A beating ¥} fibrillating heart
oA x5 @& MVO, & 4088, o3 o fz #4
AA A MVO,/53& "Hojxml4 MVO,/beat & 22
T2 W74 o F7hshe oo, welq MVO,9
24+ ratedy 74, compliance 9 A3}, wall te-
nsion & 4, OS] FdFo] o] Felzokut fibr-
illation & #3-& A2 ¥ A4g A=A 7}
3 Aol

24 negative inotropic drugdl procainst 8

tension

-adrenergic blocker & preischemic periode] &
A3 Ay g U e Ay S u 4 £2Y
o] F4da MVO, o 42 428 3§/ E 7P
2F% K*3g& modified Young E#(K* 74 mEq/L,
Mgt 200 mEq/L)2A Al4g AMAE Yoo
28 CPS 3712 AZR37 %als] 9 + Agpdien,
3) "ol ulx] " WME - #t#83} prearrest factor
A RfuoE 42 NAAHE #2355 Yo
€ odd " vdA"§ abEelol B “oux|"$a - X
F9 Aol 4 substrate T3 e}34 s =95
o},
o AL FENHANA Ao A 7o Bz Ay
G el € Y44 AT RpEdE A Sl M,
PEYE BEOM, ol U= " A e A Fo] A subst-
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rate 8] 23 W& Fgo] Haso

22lu substrate ¥3o] ¥8 3 Yotm FRsE
ARE oA AFdel glucose & F7H3HEA  glu-
cose 43| & E2FAL 422 Insulin € ¢4 ¥4
e i o7 52 He] M Rctn §epeees o
2} o] Ab¢ES M isolated heart model =
A Aol YA4H o2 ¥ noncoronary colla-
teral flowsd] & washout 7} ¢ 7] = Fo)ebE Ao
gy 2

a2}y substrate & $3AE ool A ge
A& oluir] substrate 3 = MM ‘o)1= " P4 o
2254 BRG] F3eo] A Hu ATHEL BREEo]
S4 AAFY A" ¢+ Aok He] A 28 Y
o] ¥4 isolated heart model ol & glucose &
2 ¥ %oy d43 o8 noncoronary collat-
eral flowsl 2z ¥ A<l buffered CPSY 4]
o2 o]® acid metabolites& WA= 3 vl Aot}
12.65) o] ™ substrate 37}F# <+ oxygenated CP
S} blood K* cardioplegiadl A+ & 83k o]
o] f= MY “el x| " A Aol £4=A] ¥ d-Feolrt
2

Hewitt® £ vivo heart 9] Q&4 o]& washo-
ut € 332 glucose 9 Insulino] AR FT &3 43
o}oki 7| A& N substrate & vlE] AR HY
o244 glycogen A A& 5747 Az a5 A4
7ol glucose & AT A€ AA3drh. Austenss
5 W EY Ak 7ol glucose § loading A% A&
At ol FAEL AAAE dosied o4
AAA Fe A2y TIE FUASNL AVl F€ A
&o 2 3] 8A7] & prearrest factor 84 IA
sbabm deow A FAA ‘AL ITFY
FHE ok b 36 oz

Braunwald™' & M “oll 1= " o] 8& MVO, (A2
0, £3)) sk Hagcta s ofe] A3l TG 2
424 FladHAL $EEE AR MVO, 9 20%)
A 4599, A2EFA, AAAY, AFEY, Ay
E4 Solglz stz e AR £54E5 A2
FA4e CPSE s FAAA MVO, o 25% vt A&
Al o Al e HAl4 vent 24 H 44U} 50
% MVO, 2} 3 22 MVO, & 3 3le A& 7zd
ek A4AY, AtFsea gt

A A e eE FAS A€ high energy P bond4
Qo 2 feAu4aE A8 A lactate. acetate,
acetoacetate, glucose, pyruvate, amino acid 59|
SHYAFEE el o] REul W ZAAE
glucose 7} #U 3 substrateo}=] o|He] ATP 44

e T R AN AY ¥ 5.5% Yol
G vha AT, Bohiz MK 2ASNNAL o
H b4 749 electromechanical activity < 3o} AT
P o]o] ATP 4 4& F438 F7taw{deo 2 high
energy P bond9 747} 23 = poolingd CP
7t 25 4324 A7 ATPY 4ol A4 Heow
CP level o] #elxx wei4 A X ATPE WM
4x5d welHd Aoz Pl Hcp. ATP Y cr-
itical level & Bretschneider!”o} 3% 4mM/
gm wet tissue 2} 3w o] o]F T sin] AT MM
AN gAlE 23314 Aota At £ 4mM/gm
wet tissue o|ZL2 Hojxwl BWMKA A A2 FH4
o 2AYAH Fxo Wt tm @rpss),

Sheuer®’& WM A HE WO F73o
2 M=2W glycogeno] F43 4xgo 2 vzl gly-
cogen store ¥ T R31d 44 H ol MMiE ATPAY
A QAL 4 Adam 2adtd .,

3} Zo| Butchart®’ Myocardial ischemia A oj
glycogen 3} high energy P bond & 4u] & o443
a = A3 AAse Aol Yade Chandler’™ s}
U A2 A42Y9 Fs1+ high energy P 4%
€ 53AANE A€ A¥H R FYdds. F 9%
4 A}e}A Alol isoproterenol & FYHA 4 +3Y &
EFRA ¥ A5 4s}cisin CPSE F4¢ A4S
A1 &3] MVO, 7t 90% o] 4ol 2 LVSW(&Al4 43
ki) ¢4 LV dp/dt(first derivatives of LV sy-
stolic pressure pulse)d 100% 44§ Rolx= 4
T A5 AsE wustg o),

agy 4 A+23g {24 ¥(F preischemic
LV dp/dt 7} &3 44 &) ATl o T3
3 CPS R 2 F4 AAAA7IZ T4 glucose
level & A4 =€ 2 o]422 fAYE o= ¥+3
20% 9 7544 el AL Bojddvtm sk, £ ano-
xic arrest Foll4 s4Yo] v ¥ A Aolzl® glucose
level o] Y €7} £ FA]o} 71 arrest timeo| W ¢
A& d+= 4759 Asst A8 £ hypoglyc-
emia =z}l 7} Cathetholamine 4] § Z7HAAA A
TE5Yg F2A7E Heo] ol ¢,

Butchart)& “o U=} * F3o| gt A Tol4 F9
8% glucose 359 F4& FFLAPAA 3z
RiLo& W87 Aol 120 mg/100ml o] 2 #3
e o] AFAF Assel YT T35t Acbz #
L ischemia zlo vle] glucose Fo3}te)] high ene-
rgy P store s} Hadtctin 31 o= 0|3 Sheuers
Hewitt®®' 5% 2tz cathecholamin- depleted ratoj
A glycogen& F224 E AolH 2RO A%
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3taL 3341 o) postischemic function o] $4¢E 8
sket

20% glucose 8 oxygenated blood & 7 1:2
o v g2 Hol4q 200ml & AY HFH AR F
QA& = SaAYo] glucose§ 2.000~ 3,000 mg/
100ml & TYFY3x 54 249 postischemic
function & ¥ 3tc}66)

2.8lol & glucose 8] A+  isolated perfused
rat heart o4 high ATP 34¢ ¥ Bu7 Yoy
740 = jsolated rabbit papillary muscle <} A4 .
BEASRAA Y €40 AdRAte 2urt A,

A5 Mhitk Ok AF25Y 23 & preisc
hemic stageeo| glycogen& FTF¢o =4 238
2] AAAA FE Aoy MVO, & ZAde AL
preischemic period & 33 AFZojng o]§F o
A “eulx|” 4£2E SAF Aol EMEHEE A
A MVO, v #4471xat 544 34714 X
gtz & B-blockade 24 preischemic: MVO, & %
4413 Zlojs CPSE A&% AAAE 7HA stef g
I 5343 Aslwe REANE B Ha4

Metabolic supply/demand index :

arterial [ Glucose) \

( LV dp/dtiu,d mmHg/sec) X arrest time(min)j
4 wE3tm o] index7} 4.50l4elml 5% A%
¥EZ udla 15013k EHT AFdE & T
i Hg] e462),

714 Mannitol o] Hai4 4 um oA gluc-
ose 7} metabolizable suger ¢l 4®e] mamnitol &
nonmetabolizable suger ¢]= 312 glucose? g
-2 Osmotic factor ¢} metabolic factor 7} Ao
v mannitol & Osmotic factor 7} Fe]r| 2k gl-
ucose (50 mM) 8} A}-4-& 4753 8o FHE Fa,
mannito]l 2 /&Rt K9 50 mME F9 475y
X7t ASka ol & &I glucose  AEFe)
mannitol AF-8F 2t} o} A glucose ¢ metabo-
lic factor 7} ©13t7] =l Foj & glycolytic acti-
vity & 4541712 SRk ATP 44k F3e] o4
A oz ATP £27 F718ta cytoplasmate} pr-
oton & & &7} 944 acidosis 7} 23 lactate
AL FSHAAER MxES4 A XY i} 757
£4o} oA RHc46 a8y o] LI E noncoronary
collateral flowell 9|§ washout 7} me = A o=
A=t

glucose v} mannitol 2] Osmotic factor ¥+ Osm-
olality & #-¢3c}. H4kalel M H Y Osmolality &

310mOsmelZ Ypd o2 45+ CPSE 280~
340 mOsm/L o] W} Kirsch water 463 mOsm/L, Te-
xas Heart Institute = 510 mOsm¢ 3] -& 4§
33 Ao, F Gay: 412mOsm/L9 CPSE «}§&
%3, Osmolality 7} 2™ Osmotic shock 2
B 3742 2] £obm x| hyper-
osmotic mannitol &8 EF+ MNE AAd4 2+
A2 H 29 BE5] ATEAE F4IANAE AelH
2ol WA A4 UL EAANE FoF A4 2F
2 %+ A5E AAgo el A4s5EE Ased A
1—4_88.39.90).

22} 4 Bretschneider!”+ mannitol & 23, Kir-
sch%’: nonmetabolizable carbohydrate ¢} Sor-
bitol & CPSel] #f4l7la A},

4) 299 EME

CPS+ 4§ PHE Zt Aol Fasiel ojwdt &
Eol Ay Al2d A 2% F AL BmE o+ M
3 gy + Ae A4 PHE I+ CPSzlopnt
.
BicE A4 mEH BORREZ v’
B ok dtu] o] MOMIA L A XY BE, ARS
H5& 2wt gejs CPSY AA§ PH 24 9
9 3.

Rahn 138 & ¥R MM PHE 37Tl 7.35
~7.450]5 o]+ X wetd A m 20T A€
PH 7.8 2 4235139 McConnell ¥ g 28C o4
A2 2E 9% A3 PHe 7.7¢J2z == CPSE
28TCel3tE Y47 d+= PHsF of Folof gria 8
drc}. Rosenthal¥’2 3 E a3 S48 PHE &
X 1 A 3te] w2} PHs 0.00134 unit 4 4gie}
3 3tm th4] B 3 Ceol4A PH 7.4+ 17C o4
T PH 7.67¢] drte Aot ojAE 17Ce4 HA
3 MK 5E Hg PH 8.0~8.18c4E g T3 o]
o, oA FL o] A 2EEY HMOLKAAE Al
EEe F4Y 4§ ¢o2 cold CPS9 PHE 7.6~78
o] ¥& 3R Ty

82 CPS9 Osmolality 7} S gt} 7§ A ol 4
fEid RGeS RAE ov AZTEAo 2 Qg A
BEI ok7dke 3o REolrh 28y of ATHFL
CPSe Fd ol ofurl CPSY Ainl M3 =2
A= o + AL w4z} 4 CPS+E 3¥% Oncotic
pressure 9} Osmotic pressure ¥ 7}# oF ¥rh, o] &
Osmolality 24 & mannitol & 370 mOsm7t=] 44
A"+ 229 proteinF& F Yoy AL ofyrt
(Rfgo] 10 FolW U =f)M2),

Yyt o 2 CPS9 Osmolality  ®REMel urg3
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st2al 400 mOsm& 2343 o4& Aolgpi2e1e) 370
mOsmy CPSt o 2% 9 A2BAE 7HHE £ 4
FE£4L dotn gHH2

Steroid + 4 XA & 7HALcta Y 21 4§
ARE 2240 Steroid £ YFHAE A9}
A e AWgsE 2F-5 AN G fm
Z A 8T} £A4F compliance =+ high enér-
gy P store o] ¥o& $& 37 9% Bu-
ckberg? £ Adg CPSql &9l w2 A2 43¢
A3 AL Foe dadetn g

Coenzyme Qo &) 14l 2ol vl AR EE
+ 19573 Craneo] & 4(4)¢ A2 mitochond-
riadl 4 334 34 ZAP A4 lypolytic substance
o] isoprenoid chain ¢ H(n)d =24 CoQn =
FAHD APl n=102 CoQl09 ez ZA
g}

Al A AR, 234 2o mitochondria ol
o] &#353 phospholiration o] ¥ Fd& 4 ATP
JARZel] BrHAY EAolrh o]t BMMOH A hi-
gh energy P bond9 B Ee] aipa ¢ B ohie} 4
el 23s& AMS/HE AA e E3st xS
100, 146).

Z2te]l Lazar3= #in4teie] A 44=E Krebs
cycle F7H8e A4 o8l amino ML FRHKA
o] %39 reperfusion damage & AR +
tan 3tn & FEAYe4 M4l Ae e Prolon-
ged bypass cardioplegia, Cardioplegia 9} L-gl-
utamate & 4] 7}=j o] W4 o] reperfusion damages]
ol v+ Z3E ¥R FEF ¥ L-glutamate(mo
nosodium salt of glutamic acid)§ secondary
Blood CPSel #7tg Hikol 713 Ao R repe
rfusion damage & A4QA71+E 4 2¢x 5 4
THEY AL A2 THY 125% U 572.25
cc/100gm/min) 3t52 ATP 2} §o] 75% 53Xt LV
subendocardial blood flowsl 85% &3t A<
28 (+ dp/dt)¥E 83%, relaxation- dp/dt & 183 %.
=& stroke work(1.20gm-m/kg)& ¥3keba 3Hgl
o}, o}y Ae Raul¥”’ % arginine. glutamate. or-
nithine, aspartate ¢ L-isomer & anoxic per-
fusion ztel . #713te] reoxygenation | A9 A
¥E okt oo X L-glutamate 2} L -aspar-
tate 7} M4l &£ 4o K E5

Barner (137 ¢ discussionol 4 5/M) £ glutama-
te+ aspartate 8 amino fEsl3z o] € inosine 2}
3}4t8 4 intermediate adenylosuccinate & ¥4
=313 o] adenylosuccinate &+ AMP £ convert S 4

ATP g4dstd o2 ddg o2 Kirsch7} CPSof as-
partate § M85l A2 glutamate B¢} #—F 7
Holela FHsta A+

% Bretschneider 8} Berne(137 9 discussion.
Barner ol 4 5{A) & dipyridamole(persantin) o]
A 2918 do]sb= adenosine 2 o] 5% block4l A4
P ol 4 adenosine pool & REA ot et

MA g Aol HA4L dHFol A 443 vent-
ricular vent(apical vent)s} & Hag 37l
gk o7k Aot apical vent o A& A48t
3 SHAMY Azt Ao o224 ATH FAE
A 7+A 7l diastolic relaxation-§& %3l =fel4
A7 %5 F2 HAe BB Tgo] He 290 FFoF
o] A4 9l collateral flows] (53 44y #
BE 713) Y4458 AASd EOF T8 75
Al e olFe] dreh. Uy Belg B2 apical vent
ARQl o AlEE4t3l 249 dyskinesia194.185.156) o
2x o] vent & F77t §417}4 air emboliE &
T+ da AR Y 3529, AtE4BT L9 o
HA5E 5L 4 AUk anoxic arrest £ A ¥
F4¢ 33 apical vent & U¢¥ F49 OAF HE
§o] 67% Lojetn FHQAo 8 CPSel o3 447
o] HASHT s Fye] Solstn Al FA o] FoF
i 8+ 3ol apical vent o FEo] ek

197513 3 %8 Okies!59), Zwart16%), Najafil!), Ar-
onl62), Sabrnol63) Fo] 98l 4 apical vent FXER
o] FAHT glon HAVY FL o]HNE AdgHeor F
o3 3l2 multidose cold blood CPS 2 A <Al &
4 %% cardiac index 7} 9%, Max dp/dt 7} 101
%o, A& 140% 9 F A7 Y H¥E pad
3 Aelel 4] 55 Bl A(EF AFUN At 44) F
L AHE Lul®) st 1) apical vent 9 &
S+ WA ECAHTE JHRee KR §F dFYaet
FR5¢, srAYs 5 FAFY bypass FE5ol A
o197} Asdcl. Heimbeck!® 5& FEE™ vent24 ¥
AAREE AR 24 A4 a3 AE €
% qdebar 3ta apical vent + Hagda dxn F
5168 2 sheqt WYWE snarestH ¥a el 3
¥38 H5F Fa 7ol ¥ cannula & AHE5ka H
2+ single two stage cannular & 283+ A9
%% ot3 bag & S48 FaEA St FEFl D
LHPLE VMY A & A

Aato Age g 4 AdElAE EOBE Ex M
A2 53 Nelaton cathetar v} needle vent 24
TEY AN o] shEdtda HE 15gauge 9
needle 2 HRTBE AA5I dold & 7hsdde] UAe
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FANAGE ARSI A £F A7 F HEe] RFuty
AYE sz U, 28 collateral flowrt &
A4 HAEP(E TOF) Sl A+ 94 apical
vent 9 AHfe 2 MMHFE J¢ + AL A¥ AR
o & 3o ®via 425n AAY MY £ 4
MAlEd A= apical vent & AF&3ta Aoh(vwE).
5) CPS9 Foiutd
TEF AXEY H5E A4 o FRIARA 325

CPS- %ol - 952 B§& AT o] Folx £+

e Agse Yy L YA AT Az
o) ufe} multidose CPS infusion: & 3l Wyo e
#2097 AFYActE n 587 Ex gAY
Fg Al7la oA dFYAe-g sl CPSFU € W
Fhe ol ojald] HFY FAF FUYHL 100~
120mmHg & | 3t1 FUEL ORRMES] MK o)
AAGIEA ol o fffe] FEo] BAHA  $AFH
AA A 7} gwl) 74R] F-9) §}aj 32 T4 3 orp fxlo] M
& £+ BREmR e o2 5~ioml/kg 2 F4
b, 2y W FY gt Pl A o) o] A5 7
ARE A e AY OERFYARE M4 =l
aortic root cannula & &4 70~ 8 mmHg ¢
perfusion pressure & #3752, 22|} 30mm
Hg o @& #U4d g 97304 & 4 g¥eo =
2 ASAYFAAR)Y £4E e AdE A
3 = 50 5 mmHg & FA5E 475 goylod
28y Follette 52 CPSY mFdg FA5ka o F
< 80mmHg 9 Fdewsx CPSs #£7% Oncot-
ic constituent 2} Osmolalityg}t 723z glo= =l
Ae THAAE Ao} glotn sta BASH %L Al
¥ CPS+ 250ml/f3Y €58 500ml & $43%z
BEXg dAdA€ 300mi/Bo2 750 ml § S35
o] 3 of 20 vttt 250~ 350 ml & o 9 7] <)o)
Eogctd, £ Kirsch solution-& 100~ 150 ml 1t
Fdsiad A A7 A4 o]e]4 cold CPSE 4
283 E 7P, = Kirsch solution ] o 59
F9j ot 50~70mmHg, BAFY FUYL 20 ~ 30
mmHg & £5H1 $E§ 780 23y Al
+ CPS delivery system® roller pump & %3
A FRlad A il ZA AR ¢z 4B 100ml
AEE AFY FAl el FA%c4

4715 YA AT AL 45E7 oj4be] A4H
#rre] Y @4o] 450 =  profound hypothermic
cardioplegia o] A& 120 £ 72| 5 Hfete] »}535hA] ul
HAA ] IS LEERE T Yol Y o] A whe
51) CPS7l W Yol =2 X¢o 2 safe inter-
val ol Age] 222 A¥H kFYAII] =&

BHEXE go84 A9 high energy storez} 4
X=3 B2 o HAFUEYY wigdo] sl Ho
2 445 cp6i2) = YPFE dupd o e 5
29c o A3 2 AR FHsE AT Aok

windo] Brown52’& o] x5 A4 FE AT @ F
103 Ackstn 337 AJFE A4 Ee2lof AT F
43| Aslslq diastolic compliancest A4Sz
AZ8F0] 5713 A& B3tow Pappisitdge
@ 60-¢7e} A& J2CPS & 2 20-Fuiet 7Y
Zql W} FYActs Y24 CPS & AL vadesta ¥
2Rt dalol A 2449 715} diastolic compli-
ance 7} %43 AL 2udly o Kosterl®™), Ada-
ppalt® S5 Zzt Al Ei4, ECGAdA ¥ AT WE
9] % w45, Cardiotonic agent & A}-8¥ %,
EF A% &EE vlasta A4 A5 At} B
CPSzA o A& ATE4o] ebm Rty e} 1980
W Roberts 51972 dgx o ALy al 54 Azio
YA ARy AZHFe dgo] AHI diastolic
compliance(Max dp/dt. peak systolic pr. con-
traction velocity) %= H=}&lv]jx o2 & mitocho-
ndria 8] X &4 o] ol & n Rardigich. oA
2 90+ ) EF9Aclsl 4C KY CPS(K* 40mEq/L)
€ w20 Ente Fo24 ALys) ojd4 AHFAFE F
2% Aol ool YA o FH A=A 15 Euic} F
I 547 BERSE AR e Aok

o] A& o FHAR 24 Fel4 CPSE perfusion 5t
£ o]y 195613 Lilleheil0”, 1957 i Gott 51080 2
WiTH: SEXE vusia A/ BT TS 54
3 EmEsIFAE 21 ¥ 48 == mMCPS2
FEG d4A A4 2asl § ofgcps,0.114112,118)

5 $49-g dANslz A Y -F(Coronary simuskhi
No. 12 9 Foley catheter & Atz A4FALE
10°~ 15C & #23H4 60 ~80cmH,0¢ #EZ=2 15
~40ml/Fe 2 CPSE FY3t Aol oju g4
o2 AFAFY T A4RE Jeor d& i
F ER EX JFE &9 4T KYCPS d84%
doz 90 Fo] A of FYAicte] s15dla ATEAR
uh) g e,

o] 4ol A MEFTHE AKMR 71418 FUd 3 EEERT
HAFEt 4P4 SRYYEFAFY dFsrgdc

KE A A ok A A5 Aol @it KF
At Aol ALE 45471 wF electrome-
chanical activity >} @3 Aefsj A2l T noncoro-
nary collateral flow® w4 sj7} Sojo: As
A Al EY 257 45EHA A28 TH &
7te Hde) 2dx 3t HEHAG AAA vl A
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&8 A5AsE AL Atk FHE S Y26
o] 9+ wHel ischemic period 7} 47 153 A
Ny I7CE 2EMBE AGRA AFHASE AA
9} FAld HEG 2 JFHVLHES e A gE A
£} 62,178)

Ay AdARFA FAF AL CPS FYd«da 07
ARM¥ cannula 2 37|, tip size. flow rate Sof =
g}4 50 ~ 200 mmHg ¢ perfusion pressure chan-
ge 7t €& 4+ UutE Aolw2®), = CPS delivery sy-
stemol 4 $49 K* ¥=7} 10~9 mEq/LY 4&
ZoR Eolg F Jord o) $AY A41E TS
AEE dHE & delivery systemo] 59 5}c}26)

E 2§ W Aol BF 28 perfusate o &
E7t 4T o4 WA= = gpotol 3te HME Ao
Hxlal 9o} perfusate 7k 15C o] 4 =] obor 8}
= (Tyers™ = 12°C gradient %2/ §& %) perf-
usate Xt oA 39T o] Flo)o} o} §hc}l75),

Offe] BMK B#(reperfusion injuries)

197513 Parker!?7’9} 1977 1d Buckbergl®?': o %
Aapek§ BREIL o4 mMAE WAKADo2A o ¢
2894 subendocardial necrosis & ¥ a3ta o)A E
reperfusion injury 2}3 3tz o]ze] 4l no-
reflow phenomenon ¢} vefdct, oA Fx& 4
A 2ol Ca*™ £3Ho| 244 stone heart 7} 9.3 4
4 2o gl ok4 ARA4YF, compliance. 44 7
59 At e FEY ¥ E T FER
BHEE o437 X3tz ATHE &4 Lrpe Ho)
o}12,102,13L) &3] A ZHEo RFL ANAYFY A
g Eol™ &3] AW Bt FAl A Aol EolH 4 re-
active hypermia 7} ¢+ Ao} AdHa weld A4
T o] A=A £48 AT WYL A a0z,
178),

olafol] HFYActE 1 WATHE FL oS in-
otropic drug 24 447 %2 334& FAsydL
Rz & A2E4te] o MEAGHY. g2 Yo
2 vented total bypass & AR HAF AL
€ 3% oxygen demand ¥ H4g AvEyY
HEE T2Y 5 UrplSe)

a3y $83]% o8 prolonged bypassuto g 4
LAY 3 ¥o] AAdY 4 g % Esecondary
cardioplegia % - FYAct& E7) Aol A4 Fab
CPS & o4 #4984 RifunE AR o224 A=A
B Aol st m e £FY A4F BEKY A3
02 ANEE st oA 7 #& electromechanic-
al work 2 £uAl9l7] vepe el 48 AZRF
of A8 % AR slm HMEHMA 72 reperfusion

damage € si¥¢ + Atz #R0LBL F yented
heart ol 4 o T A5} BREA A 28C PH 7.8 9
buffered CPS(or Blood CPS) 250 ml/3& 3%
F3tn T dFYAEE AANNA @WEST 45417
W4 perfusion Al &shd o} 8~9FFo Al el-
ectromechanical work 7} €°oF2= prolonged by-
pass & 3087 A4 YA 4sFY JEE £
4 gphlol g sigc

o} Mg}FE4x] 2ol amino acid(a-glutamate,
aspartate)?] 7t} ZatAelzte AL AT vt A
e},

2 2o ZEV6)2 reperfusion injury ol =& 4 1A
BP (intraaortic balloon pumping) ¢ #i Calcium
A9 e FLAZYRFE 377 &3] coll-
aterd flow7} &5 fo]3tAl 4] & wg + Ue 4
Wetskdo] {8 S7HIAA of €48 ARAAdT
F7sh o o,

AAE0 A 47

Cunningham?®’& A4 mitochondria & 23t ma-
tricesg 7}x = Cristae 7} ¥ gstn J 445 F+=
ot st o FH AU Y ASRE FBIA o) F
o]z Fol| 4} 2] A7 o 2 mitochondria Y& A4, A
% matrices o] A 93t s} 2 cristae 9 =7 53 <7}
9] 49 mitochondria & FERE2 Ao ¥ #
Ao AZHII ARE o] Fof X 2| L FelHe F
Al matrix 8] &9 3 (cleaning)® crystae §& 9}
F3E & 7 Aot st o] okTelA BN 30L
of Bl AzalelAv & #Ert gAY b4 HE43E
2+ doj4 oL cristaet H4ojir mitocho-
ndria & matrixt %79 electron density 7} 3 &
=7 AlFSaial Ao A AspFEA e o 4
& Heolx crystolysis &F FHo] S8l X FH4
of At 299 x84 W32 %9 heterochroma-
tin 2{ margination (& o2 Rojx A) AZTAHHY
48], carcoplasma 8] X35 FY |9 H yIg
¥olepa slgdeh. &= Fapel 4= ATP Y 4o A2
£A Y] Ay A LA YA AE Ldsa Ha
AlZH 2o =lsi 4 wislol mitochondria 9 F3& A
TP o #7369 2828 Qg ion transport system
of 4ol & et B, 2y AH AAF £
4 A E ATP 44 A e 714§ 5 Aoz shg et
26)

ol@ ATP 9 ztA9} ultrastructure o =3l dut
Moz HYsle HolXuk Al FHA}FT R ey F
A w37 ATP 74§ A3 g sie AL ohi=,
BHAel Al 2E 4o ol gk parameter 24 o w7
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@ Aele, s ATuEs BYAHUR T2 Fol
A X %2 myocyte 7t 282 4§ MlapEL 4 A
TP&£A€ THAR 4+ dder 2eja £HY + A
o o,

get4 ATPY 747 4129 4E§ ofadshe #49
¢ E4qolelm & + 92,

E A4 EANA CPSE Ahgte] 429 A=ge)y &
7ol Al bypass 9} 4B X Foll o & ATHRY WHHY:
glycogen & 4 ZM 2ujo] & Al poolinge] A& =
vER o] izt Aol Y ZCPSE w4s &
sh(noninjurious effect)- & Wil Holzgbe vt
Q) o} 153),

& Azt wjeor o FY izl CPS $of 9
AdFTaLdztos ATVITE ANY FEAHANA =
AYr| Ao AE2Y 4 WAE BE 4ARE ¥
&€ FEI}n AS 100 £33 A FUALF . 20 ¢ 7
Ao BHCPSY AAITLRAE AP APTH
47el 4 vtalat CPS ¥oe]4 Procain & BAY %
B(H A+ 28C) CPSE FoAg A TolAE YA
22 FHAG (200 0A) e A2RE{ Fuo |
Aoy M)A LA QAR 27 wEAL
%+ F Adz vmA ARY Y# T2 9 mitochondria
% glycogen particle 8 2 & A§ ¥.kc},

% = W

BRG] A B steko e Mgk OEEE 7}
ZHotot s o] AulA aQl o4 FE4R F Fof
A2REA A o] FolHekyl FEF A v
ol A fAY + Un

4 AR Y APl WA BIK BAF S o)
o TARBOER bypass W€ Ul shok she A4 A
AEE hadtas dAg¢ AR YY A2t 5}
T3 WA 90 ¥ HRe 120 ¥4 A A5} Ay
2 Aoy 2 ckAiMe]l o Fohdol ¥ Aol | 180
7t kA o FY Acdo] shEeiei o FEo A
AAdEE S + AL Ao

A 2T 2 Jdel4 EU=ln FTFoE QA E
ATEEYY AL I o84 4dgA &85 9
474de S44 dHY ASTo et Aoz sy
sje o)k,
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