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Efficacy of N—acetylcysteine in the treatment of acute exacerbation of chronic obstructive pulmonary disease and
its effect on oxidative stress for patients. WANG Jing, MIAO Shu. Department of Respiratory Medicine, the Xinhua
Hospital Affiliated to Dalian University, Dalian 116021, Liaoning, CHINA

[Abstract] Objective To observation the efficacy of N-acetylcysteine in the treatment of acute exacerba-
tion of chronic obstructive pulmonary disease (AECOPD), and to probe into the effect on oxidative stress for pa-
tients. Methods From January 2015 to December 2016, 100 patients with AECOPD were selected from Depart-
ment of Respiratory Medicine of the Xinhua Hospital Affiliated to Dalian University. The patients were divided into the
observation group (51 cases) and the control group (49 cases) by random number table method. The patients in the con-
trol group were treated with necessary symptomatic supportive treatment, including rest, controlled oxygen therapy, an-
ti-infection, bronchodilator, glucocorticoid, nutrition, mechanical ventilation, and expectorant. The patients in the obser-
vation group were treated with N-acetylcysteine on the basis of routine symptomatic treatment in the control group. After
continuous treatment of two courses, with two weeks for a course of treatment, the clinical treatment, changes of oxida-
tive stress, superoxide dismutase [SOD] and malondialdehyde [MDA], changes of pulmonary function, (1 s forced expi-
ratory volume as a percentage of predicted value [FEV1] and 1 s forced expiratory volume occupancy force vital capaci-
ty [FEV1/FVC]), changes of inflammatory factors (interleukin—6 [IL-6], interleukin—-8 [IL-8], tumor necrosis factor-«
[TNF-a]) of the patients in two groups were compared and analyzed. Results For the patients in the observation
group, the effective rate of clinical treatment and the total effective rate were respectively 70.59% and 96.08%, which
were significantly higher than corresponding 51.02% and 81.63% in the control group (P<0.05). After the treatment, the
oxidation index of SOD in the observation group was (90.54+10.02) IU/mL, which was significantly higher than (83.06+
9.37) IU/mL of the control group, and the MDA was (3.47+0.42) nmol/mL, which was significantly lower than (4.02+
0.50) nmol/mL of the control group (all P<0.05); the pulmonary function index of FEV1 and FEV1/FVC in the observa-
tion group were respectively (64.97+7.85)% and (58.78+6.74)%, which were significantly higher than corresponding
(59.2346.92)% and (53.06+6.45)% of the control group (P<0.05); the inflammatory factors of IL-6, IL-8 and TNF-« in
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the observation group were (23.67+3.44) ng/L, (0.32+0.03) ng/L and (19.88+2.65) ng/L, respectively, which were signifi-
cantly lower than corresponding (30.98+4.82) ng/L, (0.41+0.05) pg/L and (26.05+3.74) ng/L in the control group (P<

0.05). Conclusions N-acetylcysteine has positive effect on the improvement of clinical efficacy, the alleviation of oxi-

dative stress, the improvement of lung function and immune function in patients with AECOPD.

[Key words] Acute exacerbation of chronic obstructive pulmonary disease (AECOPD); N-acetylcysteine; Oxida-

tive stress; Efficacy
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