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[ Abstract ]

gate the preventive measures. Methods Clinical records of 4 patients with cardiac arrest in liver transplanta-

Objective To analyze the causes of cardiac arrest during liver transplantation, and investi-

tion were studied retrospectively. Results Occurrence of cardiac arrest was 2.9% (4/136). All of events
happened at 1 -3 min after graft reperfusion. All of them had postreperfusion syndrome , hyperkalemia, hy-
pocalcemia and metabolic acidosis. Three cases recovered successfully, one case died. Conclusion The cau-

ses of cardiac arrest during liver transplantation were possibly induced by postreperfusion syndrome, hy-

perkalemia, hypocalcemia and metabolic acidosis.
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