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[ Abstract |

High mobility group box-1( HMGBI) is a nuclear protein, which exists in the nuclei of almost all

cells. It can regulate chromatin structure, DNA replication and gene transcription. It is essential for the normal devel-

opment of cells. HMGBI plays an important role in mediating the inflammatory response when it is released from the

inside of cells to the outside of cells as a damage-related molecular pattern. Myocardial ischemia-reperfusion injury is

a pathophysiological process in which a variety of cells and cytokines participate, and the signal molecules and path-

ways involved are extremely complex. With the development of molecular biology of diseases, studies have found that

HMGBI plays a key role in myocardial ischemia-reperfusion injury. Elucidating the role of HMGBI in myocardial ischemia-

reperfusion injury help us to explore new therapeutic targets. In this paper, the research progress of HMGBI in myo-

cardial ischemia-reperfusion injury is reviewed.
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Progress of the clinical study on machine perfusion preservation of donor livers after the death of citizens
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[ Abstract |

Due to the severe shortage of donor livers, more and more extended criteria donor livers in organ

donation after citizens’ death are applying to clinical practice. Machine perfusion( MP) can preserve the isolated liv-

ers better than traditional static cold storage(SCS). In this paper, the progress of the study on the clinical application

of MP preservation of donor livers is reviewed.
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