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Progress of the study on effect mechanism of neutrophils in acute lung injury
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Abstract Tt is considered that the essence of acute lung injury (ATD) is an excessive and uncontwolled inflammatory response in

lung,  of which mainly is attributed to the excessive activation of neutrophils. Genemlly, the processes of reutrophil's involvement in ALI

could be divided into the following sequential stages:

reactive oxygen species and releasing pmoteolytic enzymes.

During these processes transfer factor NF-kB  cytokines,

sequestration, adhension emigration, and culminating in lung injury by producing

chemokines and

adhensive molecules might play key roles. Current studies on ALI are focusing on the extracellular or intracellular signaling pathways

governing neutrophil activation and the regulation mechanisms of neutrophil apoptosis. With the gradual clarification of these significant

issues
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it might be believed that a novel approach to overcome this stubbom disease would be found in the near future.
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