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Advances in the treatment of acute lung injury
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Acute lung injury (ALI) and its severe form of acute respiratory distress syndrome (ARDS) are common clinical acute
and severe complications. Such patients mainly characterized by pulmonary inflammation and destruction of lung
tissue structure. Clinically, ALI/ARDS patients is manifested by hypoxemia and decrease in lung compliance, which
increase their hospital day and mortality rate, however, the pathogenesis of ALI is not very clear. Oxidative stress
and inflammatory damage are proved to be important mechanisms. Even though drugs and mechanical ventilation
therapy are effect to ALI patients, the mortality rate of ALI patients remains high. Emerging treatments such as stem
cells and molecular targeted therapy have made some progress and are expected to become potential therapy for ALL

acute lung injury; inflammation; mechanical ventilation; therapeutic method
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