KE@ESIEREE H22% 5 25%

Vol. 22, No. 2, April, 1989
B/ fifoll 4 St.Thomas Hospital 0ME1-#R 4
DR ERRA 33t BRE %
2oy 2 s
— Abstract —

A Clinical Study on the Effects of Myocardial Protection of
St. Thomas Hospital Cardioplegic Solution During Open Heart Surgery

Young Hak Kim, M.D.", Kun Ho Kim, M.D."

Cardioplegia and myocardial protection were performed under cardioplumonary bypass dur-
ing opern heart surgery with the use of St. Thomas Hospital cardioplegic solution (4 C) for the
coronary artery perfusion and normal saline solution (4 ¢) for the topical cardiac cooling. To
maintain the state of myocardial protection, coronary artery reperfusion was carried out using
St. Thomas Hospital cardioplegic solution at the interval of 30 minutes.

A total number of patients studied were 57 cases, including 37 cases of correction for
congenital anomalies and 20 cases for acquired heart diseases.

Cardioplumonary bypass time during the surgery was observed to be average of 87.89+47.55
hours, aortic cross-clamping time (ACCT) to be average of 76.68 +44.27 hours raging from 30
to 191 minutes.

In order to evaluate the effects of myocardial protection in the surgery, serum enzyme levels
were determined. To obsreve the relationship between ACCT and myocardial protection effe-
cts, patients studied were divided into the following 3 groups. I group: ACCT 60 minutes, II
group: ACCT 90 minutes, III group: ACCT over 91 minutes

(1) SGOT; The positive value (increased over 200 units) for ishhemic myocardial
injury during operation was observed in 11 cases (19.3% of the total) of the total patients
studied, of which 4 cases (13.3%) in I group, 1 case (10.0%) in II group, and 6 cases (35.3%) in
11T group.

(2) LDH; The positive value (increased over 900 units) for ischemic myocardial injury
during operation was observed in 9 cases (15.7% of the total) of the total patients studied, of
which 2 cases (6.6%) in I group, 1 case (10.0%) in II group, and 6 cases (35.3%) in III group.

(3) CPK; The positive value (increased over 800 units) for ischemic myocardial injury
during operation was observed in 10 cases (17.5% of the total) of the total patients studied,
including 4 cases (13.3%) in I group, 1 case (10.0%) in II group, and 5 cases (29.4%) in III

group.

QFAGT ok o) shetnd
* Department of Thoracic and Cardiovascular Surgery, Medical College of Hanyang University
1988y 124 304 A+

— 225 —



(4) The myocardial protection methode used in the present study was demonstrated to be

effective for the myocardial protection in the surgery with ACCT of up to 90 minutes. A few

ischemic myocardial injury were observed in the surgery with ACCT over 91 minutes, but no

significant cardiac dysfunction was noted. The surgery with ACCT of up to 191 minutes did

not appear to give rise any significant interference with postoperative recovery.
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Table 1. Changes in SGOT after Open Heart Surgery in each Group.
Aortic cross- Post-operative Day Cases of
clamp time Cases Pre-Op. Immadiate positive of
(minute) post-Op. 1 2 3 myocardial
injury

60 30 28.13 76.8 124.83 81.77 40.37 4
(Group 1) +12.66 +32.96 +78.45 +43.67 116.10

61-90 10 26.30 87.60 109.00 82.40 49.90 1
(Group II) +13.63 +31.46 +46.93 +29.47 +13.54

91 17 30.65 134.18 184.47 1022.12 447.24 6
(Group III) +14.15 +63.67 +103.34 +2025.80 +748.75
Table 2. Changes in LDH after Open Heart Surgery in each Group.
Aortic cross- Post-operative Day Cases of
clamp time Cases Pre-Op. Immadiate positive of
(minute) post-Op. 1 2 3 myocardial
injury

60 30 206.63 517.43 500.17 479.43 387.73 2
(Group I) +85.91 +458.96 +154.98 +158.51 +134.80

61-90 10 235.30 509.80 498.40 499.90 449.00 1
(Group II) +77.00 +200.50 +179.03 1+196.92 *+160.76

91 250.53 606.53 706.94 1714.18 1137.29 6

(Group III) +64.30 +129.33 +284.26 +2317.90 +1134.08
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Table 3. Changes in CPK after Open Heart Surgery in each Group.

Aortic cross- Post-operative Day Cases of
clamp time Cases Pre-Op. Immadiate positive of
(minute) post-Op. 1 2 3 myocardial
injury
- 60 30 35.70 315.17 463.93 234.83 82.27 4
(Group I) +16.05 +187.65 +323.05 +175.00 +45.79
61-90 10 25.80 331.40 323.60 195.40 65.90 1
(Group II) +9.15 +152.47 +191.33 +99.57 +43.35
91 17 28.94 485.59 512.35 516.35 23253 5
(Group III) +17.38 +373.11 +310.66 +533.37 +341.14
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