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Progress on the effect and mechanism of integrins in acute lung injury
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[ Abstract)

pathogenesis of acute lung injury has received extensive attention in recent years. Integrins,

Acute lung injury or acute respiratory distress syndrome has a high mortality. The
which
express on a wide range of cell surface, are closely related to acute lung injury. This article mainly
elaborates the role of integrins in inflammatory cell recruitment, inflammatory cytokines release and

alveolar capillary permeability in acute lung injury.
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