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Clinical significance of doxapram combined with noninvasive positive pressure ventilation in acute exacerbation of
chronic obstructive pulmonary disease complicated with respiratory failure L/U Di-dan” , LIU Guo-ming, HONG Yin-
hu. Dafeng Hospital of Chaoyang District of Shantou, Shantou 515100 , China

Abstract Objective: To investigate the effect of doxapram combined with noninvasive positive pressure ventilation on
peripheral blood Th1/Th2 and triggering receptor expressed on myeloid cells-1 (TREM-1) in acute exacerbation of chronic
obstructive pulmonary disease (AECOPD) patients complicated with respiratory failure. Methods; A total of 80 patients with
AECOPD accompanied by respiratory failure were selected. The patients were divided into control group and observation
group according to the digital random table method, 40 cases in each group. The control group was treated with noninvasive
positive pressure ventilation, and the observation group was given doxapram combined with non-invasive positive pressure
ventilation. The blood gas indexes before and 24 h after treatment was compared between the two groups. The respiratory
rate, tidal volume and minute ventilation, Th1/Th2 levels and TREM-1 levels before and after treatment were compared be-
tween the two groups. Adverse reactions were observed in two groups. Results: There were no significant differences in blood
gas indexes, respiratory rate, tidal volume and minute ventilation between the two groups before treatment (P >0.05). After
treatment, the above mentioned indicators were improved to varying degrees (P <0.05). The PaO, was significantly higher,
PaCO, was significantly lower, and respiratory rate and minute ventilation were significantly higher in the observation group
than those in the control group (all P <0.05). The invasive ventilation rate and mortality in the observation group were sig-
nificantly lower than those in the control group (P <0.05). After treatment, the levels of IL-2 and Th1/Th2 were signifi-
cantly higher, and those of IL-4 and TREM-1 were significantly lower in the observation group than those in the control group
(all P<0.05). There was no significant difference in adverse reactions between the two groups (P >0.05). Conclusion:
Doxapram combined with non-invasive positive pressure ventilation can improve blood gas indexes, increase ventilation, and
is safe to some extent.
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