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£ Ay ai4be 1299 Al4F4 A £ (Ventric-
ular Septal Defect) si=}9} 2839 AlwtEA AL
(Atrial Septal Defect) 3=}, 28z 199 5w
B4 Z-(Aortic Insufficiency) 2=z 4] A3+ 47
5 At b 159 92435 23 olgch

o] 59 S oF L 8.84](2~2241), FF AT
27.4kg(12.5~60kg), =T @WALHL 12.5gm/
100mI(11. 3~14. 7gm/100mI)e]l gl eh(ZE 1).

2. Oojaluy

a. =3 RE5F
7 ghatel] olgk w3 ARk ska e g A2k 45
¥ Aol glycopyrrolate(Tobinul ®) 0.005mg/kg,

Innovar® 0.2mg/kgE &5 3F4 ).

b. B H=E Y £

BFA 2 BT ddl4 mhE Aa Al 100% 4
45 vlr3zg F9 AF=H4 2.5% pentothal
sodium 4mg/kgel succinylcholine chloride 1mg/
kgE U FAT otz dsFL oo FTEY 2%
olske] A7 vhgel FlHul Ara-g e =
ol A eFAFEAl S FA e G A gk

ulZ $ %= N,O 50%, halothane 0.5~1.0%,
pancuronium bromide(rle] 2. X #®) 0. Img/kgE-
Rl ¥ $44 245505 4 St

c. TAY
50ml/kg-8-
7| Fo 8 3led pH 6.5¢ Hartmann’s solutionei]
ACD=E e s BE5L A58 &
4 4 (hemoglobin)=] 7} 8. 0gm/100m1~9. 0gm/100
mlz $#XFPEE slg o m3F a9 d & sodium
calcium chlorideZ A 7}ste] =&

Z3 ] (priming solution)®] Zake

A ATE oH-S

bicarbonate,
49 FEZ 34 YAAE #7 dEE gz
mannitol& 4mg/kgE =3F g}, calcium 37}
Wil 47 4 Yk wenE ANy A5t
heparing 4141} 1 pintg- 15mgg E3F stgl e

d. A3k

AA2 R4 147 BEE( R 142 162,
A 147k 43%) -2 9 o-3k(partial bypass-
PBP)¢] A1z} 59l o 4l3~]& Polystan A/Sef
4olg 7Y A4 FF7](infant bubble Bently
oxygenator) 2 ]3| &8 fx23ld 4, 2.0~2.5¢/
min/m? A ¥ #Feko v 50~70mmHge] ¥Fghg
Rigal *]Z“;“fl-- :'F—f& 1944&&*1 o & -’F de FH
3 £ A 8]
Aoell 2F kgl?1 3mg-4 heparmf o4luk vz A
F Fsiste Al 3433 A g (activated



102

— %A% - AR T AEA—

Table 1. Duration of perfusion and diagnosis

Case No. Age Sex Wt(kg) Hb(gm/100ml) Duration of Diagnosis
perfusion(min)
1. 8 M 17.5 13.0 24 ASD
2. 9 F 26.0 12.5 20 VSD
3. 8 F 20.0 11.5 25 VSD
4. 22 M 55.0 12.1 78 Al
5. 6 M 20.0 11.8 35 VSD
6. 3 M 12.5 12.7 35 VSD
7. 8 F 21.5 12.7 30 ASD
3. 10 M 30.0 13.2 35 VSD
9 12 F 60.0 11.8 44 VSD
10 11 F 32.0 12.6 36 VSD
11. 10 M 33.0 12.6 55 VSDh
12, 2 F 15.0 11.3 41 VSD
13. 3 M 15.0 11.8 43 VSD
14. 14 M 32.0 14.7 82 VSD
15. 6 F 22.0 13.5 50 VSD
mean 8.8 27.4 12.5 42.2

VSD: Ventricular Septal Defect
ASD: Atrial Septal Defect
Al: Aortic Insufficiency

clotting time-ACT)e] 4002 o] 4}o]
S s
A9 3 (total bypass-TBP)-&

mmHg Wer& 47 AR
pred A
2 A7 e

A 4 Gl 94 5
AN AEEFAE Fohel A

T AT

5~10cm H,0 A %9

SEEE

% oF 3.7RFER 12, 23 T8
PER T
2.0~2.5¢ /min/m? A Fe] Y Feko 7 o4 50~70
AR ) E A ol =
ofo L,&i :%1 2

SEEEIE TEEEE

E
h=3
T

/l

Emi °1
24 AR WA sm Tmoq SEEE

:&‘L

m[mr:(J.&&.;J

I

BAEN o2 LF
3. mahuwm

EE A4 wA

7] (heat exchanger)u] & 3
23 15250
31.7°C(3l=] 30.0°C,
3o 28.7°C(3) 4 25.6°C,
374 AR
(asanguinous potassium cardioplegic solution)-$-

AAA ARAE

Hz

=g 4£°C 3Rz

Aol

vl Zh5

I3
L‘E}_—,(

TE S AAA A
5t 2Le] A A (rectal) X2
34.1°0), A=
I3z 3L6°C)7t
SRR

SEISE IR

o _f,’_, _ﬂ, ko oold

17

A ¢l diazepam(Valium®) 0.2mg/kgel morphine
0.2mg/kg, == Innovar® 0.2mg/kgS A= F4}
st4 .29, pancuronium% 0.2mg/kgE F7} T4
st el = AH el o daE d4E 2y
7] $18kd & gbe] 50~70mmHg = HXg
4+ e WA triflupromazine(Vesprin ®)
0.25mg/kgE 71E AW FAL QAL ALTF] Y
A &2 (0, flow rate)& PaO;7} 200mmHgr}
A 45% 24 49+

2 2] ) 3k4] 7}(TBP time)-&
158, 3|A 56k)clqla F-¥Alslis1< 2ga
A 83 *17&7‘3: S 42.2% (35 208, FHAF 14
7k 22819 v

¥ 30. 1%

e
TR Azt FAd A=y Wl du

el =] (reservoir) ] FAbT-o 4 =ix] Hade
dH-E AA 5 Gt 23qL 2L AF 4
. = AdgEate]l Ax=le] 3aps} 28~30°CH
Aol FAFHa mI <t A=) Aol #
Aqad FYo] oI FoAA =i, AAMAxEF 1

Ao T dArtAggE FgS A &
qyeld 2o Pz A3 g

Wl sl 3A-e CORNING 178 714l = 7 2=t 4
44 Aoz u3qd &3 4.

7 =t Adedad A= FgEge] s
LAAE 2T T AL AYdesFE 158
9 AANE wlmAz st Ba .o, FA4
2] student’s t-test2 St p<0.014+] FJ4S
3o seieh

J
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AdeRA AsAH FAA opsnayet
(PaCOy), A% (pH), $13d ] (buffer base), A&
(PO FFA s AL A AF 1589

T AFAe & 24 24847

Table 2. Blood gas values

Parameter In Oxygenator Perfusion after
5 min

PaCO;(mmHg) 12.147.8 35.74£5.7*

pH 7.45+0.29 7.35:0. 05%
(6.93~7.99) (7.28~7.42)

Buffer base 7.94+3.5 19.6+1. 2%

(mmol/1)

PaO;(mmHg) 667.1445.6 280.7x131.7%

(mean+1 S.D.)
*: Significant differences between in oxyge-
nator and in perfusion (p<{0.01).
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*; Extracorporeal Circulation
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Fig.2. pH

*; Extracorporeal Circulation

Hg)z uj$- A ol asdadsd3 ojgd oy, A9
#3835 1586 35745, 7mmHg(25. 4~43.3mm
He)z Fadauy olgdei(zd D.

2.4 =

2009 Ax= 2 pH 6.93, 3z pH7.99
(3% pH 7.4540.29) 2 #$ 4 WFSS 24
o ANA43 3 1580 pH7.35+0.05(pH 7.28
~pH 7.42)2 FAHN 2 AL (=2d 2).

3. &

ZAGNY g2qdrle  7.923.5mmol/1(0. 9~
12.9mmol/D 2 % 2gtont £zF 158
X 19.6+1. 2mmol/1(17. 8~21. 6mmol/DE A A4A
o FgA #3 F9u (=g 3.

4. AAaEQL

2R &) 24 E9He 667, 1245, 6mmHg(573.7
~722.9mmHg) = % 4§ F4LFE bl
o #AYEgE 15 280.7+131. 7mmHg
(120.8~557. 6mmHg) & =4 F&sgdrt(ad -

B.B. ** s - in priming
ko~ in W.C.C.*
fmmol/1) EENT
25
20 L x ¥
. 1
15 I [ l
10 ¢ 1
5
1 5 10 15 case
Fig.3, Buffer base
*; Extracorporeal Circulation
*%; Buffer Base
0 e —in prlhing
00 F
Pao_, ®—in E.C.C*
700 1
(mmllg) 600 F I 1
I x
300 F
X
400 x
001 L | %
200 | x L
: *
100 | xX C
FRETERSY 14'111‘141_1'1114
1 5 10 15 case

Fig.4. O, tension
*; Extracorporeal Circulation
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—Abstract—

The Effect of Hypocarbic Priming Solutions on Extracorporeal
Circulation during Open Heart Surgery

Sun Ok Song, Jung Kook Suh, and Heung Dae Kim

Department of Anesthesiology
College of Medicine, Yeungnam University
Taegu, Korea

Before beginning the extracorporeal circulation, perfusionists should supply oxygen into the
oxygenator and establish blood flow through the blood line of the heart-lung machine. But these
manipulation can induce severe hypocarbic state of priming solutions due to wash out of CO; gas
in the solution. This study was carried out to examine the relationship of blood gas changes
between hypocarbic priming solutions and body circulation in 15 patients undergoing open heart
surgery with extracorporeal circulation.

PaCO,, pH, buffer base and PaQ,; were measured from priming solutions before and 15 minutes
after the extracorporeal circulation.

The results were as follows;

1) Before the extracorporeal circulation, mean PaCO, level was 12.1+7.8mmHg in the priming
solution. However, 15 minutes after extracorporeal circulation, the PaCO; level was maintained
at 35.7-+5. 7mmHg.

2) pH in the priming solution was variable from 6.93 to 7.99 (mean 7.4540.29), but after 15
minutes it was ranged from 7.28 to 7.42 (mean 7,354-0.05).

3) Mean buffer base level in the priming solution was 7.9+3.5mmol/l. but after 15 minutes,
it was 19.6+1. 2mmol/I.

4) Mean PaQ: level in the priming solution was 667.1445.6mmHg, but after 15 minutes, it
was 280.72131. 7mmHg.

ol
)
|



