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ABSTRACT Objective: To investigate the effects of BIPAP breathing on the treatment of COPD and type Il respiratory failure.
Methods: 84 patients with COPD and type Il respiratory failure who were treated in our hospital were selected, and randomly divided
into the experiment group and the control group, with 42 cases in each group. The patients in the control group were treated with the
conventional method, while the patients in the experiment group were treated with BIPAP breathing on the basis of the conventional
method. Then the arterial blood gas analysis, the pulmonary function and the clinical effects in the two groups were observed and
compared before and after the treatment. Results: The effective rate of the experiment group was higher than that of the control group,
and the difference was statistically significant (P<0.05); Compared with before treatment, the levels of PaO,, SaO, and pH in the two
groups increased after the treatment, while the levels of PaCO, decreased, and the differences were statistically significant (P<0.05);
Compared with the control group, the levels of PaO,, SaO, and pH in the experiment group were higher after the treatment, while the
level of PaCO, was lower, and the differences were statistically significant (P<0.05); Compared with before treatment, the levels of FEV1,
FVC, FEV1 % pre and FEV1 / FVC in the two groups increased after the treatment, and the differences were statistically significant (P<0.
05); Compared with the control group, the levels of FEV1, FVC, FEV1 % pre and FEV1 / FVC in the experiment group were higher after
the treatment, and the differences were statistically significant (P<0.05); The hospitalization and tracheal intubation rate of the experiment
group were lower than those of the control group, and the differences were statistically significant (P<0.05). Conclusion: BIPAP breathing
has better effects in the treatment of COPD and type Il respiratory failure, which can significantly improve the lung function and arterial
blood gas indexes.
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Table 1 Comparison of the clinical efficacy between two groups(n, % )

Groups n Excellent Effective Invalid Clinical efficacy rate
Control group 42 17(40.48%) 12(28.57%) 13(30.95%) 69.05%
Experiment group 42 22(52.38%) 15(35.71% 5(11.91%) 88.09%*

Note: Compared with the control group, X=4.525, *P<<0.05.
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Table 2 Comparison of the arterial blood gas analysis between two groups between and after treatment( x+s,N=42 )

Groups Time points pH PaO,(mmHg) PaCO,( mmHg) Sa0,( %)
Control group Before treatment 7.18% 0.05 49.67% 3.12 80.23%+ 7.35 73.26% 9.54
After treatment 7.35%+ 0.07* 57.72% 4.55% 67.74% 6.62* 84.49+ 10.68*
Experiment group Before treatment 7.20% 0.06 50.08+ 3.21 79.69+ 7.29 72.84+ 10.07
After treatment 747 0.09* 65.84+ 5.28** 55.35+ 6.21%** 95.53+ 11.37%

Note: Compared with before treatment, *P<0.05; Compared with the control group after treatment, “P<0.05.

% 3 WAEEFHIE FEV1 FVC.FEV1%pre f1 FEVI/FVC JUE (xs, N=42)
Table 3 Comparison of the FEV1, FVC, FEV1%pre and FEV1/FVC treatment between two groups before and after treatment( x+s, N=42)

Groups Time points FEV,(L) FVC(L) FEV,%pre FEV1/FVC(%)
Control group Before treatment 0.86% 0.28 1.53%+ 0.57 27.01% 6.26 47.75+ 6.13
After treatment 1.11%+ 0.35* 1.64+ 0.48 30.65+ 7.35* 52.33% 6.15*
Experiment group Before treatment 0.84+ 0.25 1.52+ 0.63 26.82+ 6.25 4732+ 6.18
After treatment 1.31% 0.33* 2.05+ 0.50* 35.50% 7.34* 57.24% 6.39%

Note: Compared with before treatment, *P<<0.05; Compared with the control group after treatment, P<<0.05.
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