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[ Abstract ] Objective  To evaluate the clinical efficacy of continuous positive airway pressure
(CPAP) in the treatment of infantile acute respiratory distress syndrome ( ARDS). Methods Sixty infants di-
agnosed with non-severe ARDS were randomly assigned into the observation (n =30) and control groups (n =
30). In the observation group, patients received CPAP and those in the control group were treated with oxygen
mask inhalation. The heart rate, Sa0,/inspiratory oxygen concentration (S/F ratio) , oxygenation index ( OI)
and blood gas analysis of pH at 2 h, 48-72 h after oxygen inhalation, and 30 min before the termination of oxy-
gen inhalation were observed. The length of hospital stay and tracheal intubation rate were statistically com-
pared between two groups. Results At 2 h after oxygen inhalation, no statistical significance was identified in
each parameter between two groups (all P >0.05). At 48-72 h after oxygen inhalation, and 30 min before the
termination of oxygen inhalation, heart rate, S/F ratio, OI and blood gas analysis of pH value in the observa-
tion group were significantly improved compared with those in the control group (all P <0.05). Compared with
the control group, the length of hospital stay and tracheal intubation rate were considerably reduced in the ob-
servation group (both P <0.01). Conclusion CPAP can alleviate the anoxia status, enhance lung function
and increase clinical prognosis in ARDS infants.
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