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Fig.1 Protocol of experiment
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Fig.2 Wet/Dry weight ratio

No significant differences were noted in the ratios in the UTI group.
The ratio at the termination of reperfusion was significantly higher

in the control group.
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Fig.3 Pulmonary Vascular Resistance (PVR)
PVR was increased in both groups at the termination of the ischemic procedure
and after reperfusion.
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Fig.4 PVR/pre-PVR
In the control group the ratio after reperfusion was much higher than after ischemia,
but in the UTI group there was little change.
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Fig.5 Thoracic roentgenograms at 3 days.
A  Both lung fields are clear in the UTI group.
B  Infiltration in the entire lung on the clamped side in the control group.
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Fig. 6 Histological appearance of lung at termination of reperfusion.
A  No change is seen in the UTI group.
B : Thickened interstitium and infiltration of neutrophils are noted in the control group.
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Fig. 7 Histological appearance at

i
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3 days in the control group.
Degeneration of alveolar cells is seen, and air spaces are filled
with pale-staining, protein-containing fluid.
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Fig.8 Histological appearance at 7 and 14 days in the control group.

A : Marked infiltration with neutrophils, lymphocytes and macrophages at 7 days.

B : Infiltration contains more lymphocytes than other cells at 14 days; marked thickening of the
interstitium is noted ; alveolar structures have been destroyed completely.
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Effect of urinary trypsin inhibitor on reperfusion injury
after lung transplantation

Tomohiro Horiguchi
First Department of Surgery, Hamamatsu University School of Medicine

Reperfusion injury is a large problem in the early stage after lung transplantation. Its
prevention by Urinary Trypsin Inhibitor (UTI) was evaluated experimentally. Warm ischemic
models were made with left lungs of adult mongrel dogs. The time for the warm ischemic
procedure was set at 2 hours, and the lungs were reperfused for 2 hours. The experimental
group was divided into a control group and a UTI group, the latter received 10,000 units/kg of
UTTI from 30 minutes before the termination of warm ischemia to the termination of reper-
fusion. In the control group, the pulmonary vascular resistance and the wet and dry weight
ratios (W/D ratio) increased significantly, and a thickened interstitium and infiltration of
neutrophils were observed histologically after the reperfusion ended. Only two of the five dogs
in the survival experiment survived for more than 7 days. In the UTI group, the pulmonary
vascular resistance increased slightly, but the W/D ratio did not increase significantly, and
there were no histological abnormalities at the termination of reperfusion. All five dogs
survived for more than 7 days in the survival experiment. These results indicate that UTI
significantly attenuates reperfusion injury, perhaps by inhibiting neutrophil protease.
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