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ABSTRACT: Acute lung injury (ALI) and acute respiratory distress syndrome (ARDS) is a common clinical syndrome, the vast
majority of ALI/ARDS patients require mechanical ventilation treatment, mechanical ventilation represents the main therapeutic support
to maintain acceptable pulmonary gas-exchange whilst treating the underlying disease, however, mechanical ventilation itself can also
cause lung damage, namely mechanical aeration lung injury (VILI). The use of protective ventilation strategies, which can implemented
by adjusting the mechanical ventilation parameter Settings, can significantly reduce lung injury degree of ALI/ARDS patients caused by
mechanical aeration, thus reduce the pulmonary infection, shorten the time of mechanical ventilation and hospitalization time, reduce the
28-day mortality, significantly improve the quality of the survival of patients with ALI/ARDS, maximize lung protection effect. In this
paper, we respectively summarized different mechanical ventilation parameters, such as Pplat, VT and PEEP, discussing the influence of
lung damage by using protective ventilation strategy for ALI/ARDS patients.
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