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Research progress of signal pathway in cerebral ischemia-reperfusion injury
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Abstract ; Ischemia-reperfusion(1/R) refers to the process in which many tissues and organs get blood again after ischemia, and the
phenomenon of tissue injured aggravating in this process is called ischemia-reperfusion (I/R) injury. I/R injury has become a serious fatal
factor in many diseases, among which cerebral I/R injury is the most difficult. Many studies have shown that there are many mechanisms
leading to cerebral I/R injury,such as inflammatory reaction,cell apoptosis and oxidative stress. In this paper,the signal pathway leading to
cerebral 1/R injury is systematically expounded from the protective and injurious mechanism of signal pathway on cerebral I/R injury,and its
pathophysiological mechanism is further studied from the signal pathway,so as to provide reference for clinical treatment and targeted drug
research and development.
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Transnasal humidified rapid-insufflation ventilatory exchange.a new technique of apneic oxygenation
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Abstract: Airway management is an essential skill for clinical anesthesia, intensive treatment and emergency treatment. Transnasal
humidified rapid insufflation ventilatory exchange (THRIVE) is a new non-invasive ventilation technique that delivers continuous,warm and
humidified oxygen at a high flow rate via nasal cannulae to apnea patients,and guarantee the safety of patients,which has been widely used in

clinical anesthesia and intensive treatment. This article reviews the development, mechanism and application of THRIVE in clinical anesthesia

and critical care medicine.
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