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WFZeR R OMEEE (3230) : During living donor liver transplantation, several changes would
be happen after ishcemia/reperfusion. Nowadyas, there is no definite indicator of these
changes. Therefore, we examined whether exhaled carbon monoxide (CO) concentration would
be the indicator of these changes during liver transplantation. As the results, we found
that exhaled CO concentration had a correlation with intra—hepatic heme oxygenase —1 gene
expression and protein expression as well. This result indicated that exhaled CO
concentration would be a novel therapeutic marker of ishcemia/reperfusion injury.
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