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The clinical value of sequential mechanical ventilation in patients with acute respiratory
distress syndrome caused by severe acute pancreatitis
Mi Jie,Zhou Fachun ,Liu Dan
(Department o f Emergency and Central ICU ,the First Af filiated Hos pital ,Chongqing
Medical University ,Chongqing 400016 ,China)

Abstract : Objective To investigate the effect of invasive-noninvasive sequential mechanical ventilation on treating patients with
acute respiratory distress syndrome caused by severe acute pancreatitis. Methods 78 cases of acute respiratory distress syndrome
caused by severe acute pancreatitis were randomly divided into invasive ventilation group(group A,n=238) and sequential mechani-
cal ventilation group(group B.n=40). The invasive ventilation duration, total mechanical ventilation duration, incidence and case-
fatality rate of ventilator associated pneumonia( VAP) were measured and analyzed. Results Compared with group A,group B had
significantly shorter invasive ventilation duration [ (4.27+2.53)d vs 3.45+1. 24)d], lower rate of VAP(26.32% vs 5.00%) and
case fatality(10.53% vs 2.50%) (P<C0.05). There was no statistical difference in total mechanical ventilation duration between
the two groups. Conclusion The invasive-noninvasive sequential mechanical ventilation is more effective in patients with acute re-
spiratory distress syndrome caused by severe acute pancreatitis by shortening the time of invasive ventilation duration and decrea-
sing the incidence and case fatality of VAP.

Key words: pancreatitis ; respiratory distress syndrome,adult;respiration,artificial
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