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Change of CK-MB in OHS by Using of Different Cardioplegia
Suk Ha Hwang, M.D.*, Eung Joong Kim, M.D.*, Seung Pyung Lim, M.D.*, Young Lee, M.D.*

Possible enhancement of myocardial protection with oxygenated crystalloid cardioplegia and blood
cardioplegia were evaluated in a cardiac enzyme study. The bicarbonate-containing solution equilibra-
ted with 100 % oxygen becomes highly alkaline as carbon dioxide is released. 95% oxygen and 5%
carbon dioxide was added to the crystalloid cardioplegic solution(St. Thomas’ Hospital No. 2 So-
lution) for prevention of severe alkalinity of oxygenated crystalloid cardioplegia. Heart was arrested
and reinfused every 20 minutes throughtout the ischemic period with crystalloid cardioplegia or
oxygenated crystalloid cardioplegia or blood cardioplegia.

Group I was a patient with crystalloid cardioplegia in 11 patients. Group II was a patient with
oxygenated crystalloid cardioplegia in 9 patients. Group III was a patient with blood cardioplegia in
15 patients. The value of CK-MB was evaluated from the patient’s serum at 6 hours, 24 hours, and 48
hours postoperatively.

In Group I and II, there was no significant change of CK-MB. In Group I and 111, the value of

CK-MB at postoperative 6 hours was 114 & 83ng/ml and 56 + 22 ng/ml (P < 0.05).
In conclusion, blood cardioplegia was superior to crystalloid cardioplegia.
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Table 1. Group ldentification

Cardioplegia Crystalloid Cardioplegia Blood

Cardioplegia

Nonoxygenated Oxygenated
v v (Group T1I}

Cases (Group 1) (Group 11)
Cases
ASD 3 1
VSD 2 4 7
TOF } 1 2
MVR 3 5
AVR ‘ 2 1
DVR ‘ 2 2
No. of Cases 11 9 15
Age(yr) 29 15 31
(1~60) (1~64) (1~60)
Sex(M:F) 4:7 4:5 5:10
ACC Time ’ 65 50 62
(min) ( (20~163) (11~113) (13~142)

ASD : Atrial Septal Defect, VSD : Ventricular Septal Defect,

TOF : Tetralogy of Fallot, MVR : Mitral Valve Replacement,

AVR : Aortic Valve Replacement, DVR : Double Valve Replacement.
ACC : Aortic Cross Clamp
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Fig. 1. Changes of CK-MB in each group.

Table 2. Changes of CK-MB
1

Time 1 Post-op.
Pre-op. :
Group i 6 hr 24 hr 48 hr
Grouwp! | 3 114 44 16
Group IT 4 77 27 9
Group 1 | 4 56 31 15

(ng /ml)

EZF 6A7), 24 A7), 484171 2 HAS A
W CK-MB % & Abott Co IMx (MEIA)E A}4-

Table9} Fig® viehd) ook (Fig. 1 2 Table 2).
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Fig. 2. Changes of CK-MB in nonoxygenated cardioplegia
(Group I) and oxygenated cardioplegia(Group II). P value : in-
significant.
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Fig. 3. Changes of CK-MB in nonoxygenated cardioplegia
(Group 1) and blood cardioplegia{(Group III). p value at posto-
perative 6 hr: < 0.05.
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