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— Abstract —

A Clinical Study on the Changes of Serum Enzymes after
Open Heart Operation under the Cardiopulmonary Bypases

Dr 1g-Chul Jang, M.D.*, Chong-Wahn Hong, M.D.*, Byung-Sun Han, M.D.*,
Seung-Pyung Lim, M.D.*, Jang-Soo Hong, M.D.*, Young Lee, M.D.*

The changes of serum creatine phosphokinase (CPK), serum lactic dehydrogenase (LDH), serum glutamic
oxaloacetic transaminase (GOT) and serum glutamic pyruvic transaminase (GPT) were studied in a total of

82 cases who underwent open heart operation under the cardiopulmonary bypass at the Department of Thoracic

and Cardiovascular Surgery, Chungnam National University Hospital.

The results were as follows;

1. The average values of CPK and GOT after the operation were reached to the maximal values on the first
postoperative day, which were returned to the normal range until the fifth postoperative day.
The average values of LDH adn GPT after the operation were reached to the maximal values on the first

and second postoperative day respectively, which were significantly increased until the seventh postoperative

day.

2. In the relationship of the serum enzymes and duration of the extracorporeal circulation, the values on

the group over 90 minute of the extracorporeal circulation were more increased than on the group below

90 minute of the extracorporeal circulation.

3. In the relationship of the changes of the serum enzymes and congenital heart diseases and acquired heart

diseases, there were no significantly differences in the values between the two groups.
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Table 1. Diagnosis and Operative Procedures
Diagnosis Operative procedures No. of Pt.
VSD Dacron patch of 12
direct suture closure 11
ASD Direct suture closure 12
TOF and
Trilogy Total correction 13
Congenital DCRV +VSD Total correction 3
cardiac VSD+ASD Direct suture closure 1
anomalies VSD +DORV Total correction 2
(61 cases) PS Pulmonic valvotomy 3
PS+TI Infundibulectomy and
annulopasty of TV 1
Rupture of
aneuryusm of Primary repair 1
Valsalva sinus
PDA Primary closilre 2
Acquired MSi MVR 11
cardiac OMC 4
anomalies ASI AVR 3
(21 cases) MSI+ASI MVR +AVR 2
LA myxoma Resection 1
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Table 2. CPK Table 3. LDH

Time Mean(units) S.D. Time Mean(units) S.D.
Preop. 94.18 72.91 Preop. 157.92 94.92
Op. 491.94 172.08 Op. 278.96 118.76
POD#1 496,34 152.04 POD #1 333.71 227.85
POD#2 420.85 233.83 POD #2 284.29 122.69
POD#3 304.47 226.35 POD #3 257.13 103.82
POD#5 150.57 105.62 POD #5 227.85 90.11
POD#7 131.08 120.81 POD #7 217.04 104.74
CPK : Creatine phosphokinase LDH : Lactic dehydrogenase
S.D. : standard deviation S.D. : Standard deviation
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2 300f 5 250 F
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Fig. 1. CPK change Fig. 2. LDH change

3¢, 59, 7d7x] EFAHI FHAE A ¥ 35k Table 4. GOT
Tt Aol H20|n olAF 2Y 2R HAZ Zlol 2
Y loloh, CPKA|E =%uhal 333 491 94 + 172,08 Time Mean(units) S.D.
units 2 FA3 7 Bolw 5% Al 5%q IHF Preop. 35.44 14.59
150 51 + 105,62 units 2 21 2])A (P<0.05) S7F& Op. 100.06 46.69
GEhl i, =43 A 7 o] HF 13108 + 120 81 uni- POD #1 115.58 102.79
ts 2 F7H: o BAHoR ool Fotexie  POD#2 92.51 °8.97
okskeh (P> 0,05 ). POD #3 78.28 65.82

- lactic dehvd (LDH) POD #5 55.60 42.71

- verum factie delydrogenase POD #7 40.82 22.11

{3 LDHAE %Al 9 75 A1, 2
o, 34, 54, 7U7R] 23 2|2 2zt %’ﬂ'ﬂ GOD : Glutamic oxaloacetic transaminase
S.D. : Standard deviation
o Zdks) 7-]0] E3olm o]AS Yo7 FFE Aol
a9 20lth 4%% A 1Y) HF 331,71+ 227.85 un-

its 2 3 nalol DL, FEF A TUTR 445l 2 o FHE Aol Baoln olAS AP EAF Aol
salgdon], £4F A 7UNE BAHoz o gdA 2@ 3eleh % FUe $EF Al 5UAR 2

F7 Al g e (P (0.05). Al F7H(PC0.05)F Rolxm glon 5% A7 Yo
3. Serum glutamic oxaloacetic trasaminase = EAlH o2 2JolAl et ¥t
(GOT) 4  Serum glutamic pyruvic transaminase
83 GOTAE 24, 754U 753 A1y, 2 (GPT)
o, 34, 59, TUAX FAHG ZFHAE A A} 83 GPTAE 24, +594Y FEF 14, 2
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Table 5. GPT
Time Mean(units) S.D.

Preop. 39.56 22.82
Op. 77.55 43.63
POD #1 82.80 72.17
POD #2 95.43 119.61
POD #3 83.24 105.86
POD #5 62.99 78.56
POD #7 48.90 31.92

GPT : Glutamic pyruvic transaminase
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Table 6.
C.H.D. AH.D.
Enzymes
Mean S.D. Mean S.D.
CPK 116.67 87.47 89.26 72.32
LDH 161.91 99.79 153.86 80.59
GOT 34.57 13.33 36.47 12.89
GPT 39.67 21.15 41.77 29.64
C.H.D. : Congenital heart diseases
A.H.D. : Acquired heart diseases
S.D. : Standard deviation
CPK  : Creatine phosphokinase
LDH : Lactic dehydrogenase
GOT  : Glutamic oxaloacetic transaminase
GPT : Glutamic pyruvic transaminase
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