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Markers of immune cell dysfunction induced by major trauma

Summary Trauma is defined as the damage of organs and tissues caused by external force in daily life. Due to

the different of type and location of injury,there are various pathophysiological changes induced by trauma, which

result high mortality and disability. Immune dysfunction which is manifested as excessive inflammatory reaction or

immunesuppression is caused by major trauma frequently. Uncontrolled immune dysfunction leads to severe organ

dysfunction and sacrifice eventually. Base on surface receptors and functional productions., this review summarizes

the recent achievements about the markers of immune cells changes caused by trauma,and aims to improve the e-

valuation,diagnosis and treatment of immune dysfunction induced by trauma.
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