(ﬁﬁ@k% 262 %1%]
H 1~3 FR4FE1A

"
Extracorporeal membrane oxygenation (ECMO) 12 X Af#E &

HRLTEMAE BTREEFrv s — (5E  CEHEERERD

Ry vay = ¥ ¥ tw v yANy Fx b yy:r& Iy a

2 & « CEBMER - 5% HWA - BL T

A AXea 77 A4 PET Y ¥ ¥ A 2 *f77~‘é_l: vavaF

mEs —E - FmH OBE - LHESET BT I —
(Zft FH3IFEIAI B

Lung Injury during Extracorporeal Membrane Oxygenation
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Barotrauma and oxygen toxity have been considered the most important factors in broncho-

pulmonary dysplasia (BPD). If it is possible to separate effects of barotrauma from oxygen toxity in
using ECMO, lung injury of barotrauma would be compared with oxygen toxity. But it is postulated
that extracorporeal membrane oxygenation (ECMO) itself may injure lung which is called postperfu-
sion lung syndrome. Animal model designed to separate oxygen toxity from barotrauma in using
ECMO still can not make distinguished injury by mechanical ventilation during ECMO. We measured
pulmonary surfactant activity, surface tension and concentration of phospholipids in lung lavage of
rabbits, control group and ECMO group, to evaluate lung injury by ECMO. No significant difference
was recognized between two groups in both surface tension and phospholipids concentration.

Our data suggest that ECMO during 4 hours do not change activity of pulmonary surfactant.
Further study of the effect by longer period of ECMO appliant is mandatory.
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