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Roles of adhesion molecules played in pathogenesis of acute lung injury
MEI Shuang, ZHAO Jin-yuan
( Research Center of Occupational Medicine, The Third Hospital of Peking University, Beijing 100083, China)

Abstract: Acute lung injury (ATD) is a complex clinical syndrome characterized by diffuse pulmonary inflammatory cell infiltra-
tion, increased pulmonary capillary pemeability and severe hypoxaemia, with a higher mortality rate of 30 % ~40%, which is induced
by various etiological factors through the processes of neutiophil ageregation, attachment and activation in pulmonary microvessels.
Among them, the roles of adhesion molecules played in the pathogenesis of acute lung injury get more and more attention in the study of
AL recently. The paper would focus on some special species of adhesion molecules—selectins integrins and immunoglobulin super-
families to give a brief introduction.  such as their key effects in neutrophils migration, respiratory burst and cytokines production in
microcirculation dysfunction in pulmonary repair during fibwoproliferative phase, and their intracellular conduct pathway ete.
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