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— Abstract —

Change of End —tidal PCQO: During Cardiopulmonary Bypass

J.H. Oh, M.D’, HK. Kim, M.D’, C.K. Lee, M.D’, K.B. Yoon, M.D"

The evaluation of the effectivess of ongoing cardiopulmonary resucitation efforts is de-
pendent on the commonly used methods, such as the presence of femoral or carotid artery
pulsations, arterial blood gas determinations, peripheral arterial pressure and intracardiac
pressure monitoring. But recent studies suggest that end—tidal carbon dioxide tension ser-
ves as a non—invasive measurement of pulmonary blood flow and therefore cardiac output

under constant ventilation.

A prospective clinical study was done to determine whether end —tidal carbon dioxide
monitoring in open heart surgery under cardiopulmonary bypass could be used as a prog-
nostic indicator of bypass weaning. We monitored end —tidal PCQO: values continuously dur-

ing cardiopulmonary bypass in 30 patients.

'Ohmeda 5210 CO: monitor’ under infrared ab-

sorption method were incorperated into the ventilator circuit by means of a side point ada-
ptor between endotracheal tube and ventilator tubing. 18 patients(Group 1) were res-
ucitated from partial bypass followed by aorta cross clamp off and 12 patients(Group II)
from aorta cross clamp off followed by partial bypass. But there was no difference between
two groups(p0.05). The value of end—tidal carbon dioxide tension during ventricular fib-
rillation or nearly arrest state was 6.6+2.9 mmHg, and at the time of spontaneous beating
was 19.3+5.6 mmHg(Mean +Standard deviation). In conclusion end —tidal carbon dioxide
tension monitoring provides clinically useful, continous, non—invasive and supplementary
prognostic indicator during cardiopulmonary bypass weaning procedures.
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congenital ASD Repair 6
VSD Repair 7
Acquired Valve Replacement 15
CABG 1
RA Myxoma 1

Fig. 1. Operation procedures.
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State of Bypass End —tidal PCOz(mmHg)

Prebypass 30.3 +£ 3.8
Ventricular Fibrillation 6.6 = 2.9(n=18)
Beating 19.3 £ 5.6
Pump Flow 75% 22.0 £ 4.9
Pump Flow 50% 26.0 + 4.9
Pump Flow 25% 28.1 £ 5.4
Bypass Stop 29.7 £ 5.7

Fig. 2. Change of end—tidal PCO:z during cardio-
pulmonary bypass.
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State of Bypass

Group I (mmHg)

Group I (mmHg)

n=18 n=12 P
Pre —Bypass 30.1 £ 4.0 30.6 = 3.8 NS
Ventricular Fibrillation 6.6 £ 2.9
Beating 19.6 £ 6.2 18.6 £ 5.6 NS
Pump Flow 75% 229 + 4.0 23.0 £ 6.5 NS
Pump Flow 50% 25.9 + 4.8 26.1 = 5.6 NS
Pump Flow 25% 27.8 £ 5.2 28.5 £ 6.1 NS
Bypass Stop 29.5 + 5.8 299 £ 6.1 NS
Fig. 3. Change of end —tidal PCO: during cardiopulmonary bypass, but there is no difference between two
groups,
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Fig. 4. Change of end—tidal PCO: during cardi-
opulmonary bypass. V.F{(Ventricular fibril-
lation)
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