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ABSTRACT Objective: To investigate the effects of ambroxol hydrochloride adjuvant therapy on the levels of serum brain natriuretic
peptide (BNP), tumor necrosis factor-a (TNF-a) and adiponectin (APN) in patients with chronic obstructive pulmonary disease. Methods:
70 patients with chronic obstructive pulmonary disease who were treated in our hospital were selected and randomly divided into experi-
ment group and control group, with 35 cases in each group. The patients in two groups were given anti-infection, oxygen inhalation, ex-
pectorant, spasmolysis and defervesce conventional treatment, and the patients in the control group were treated with theophylline sus-
tained-release tablets, and the patients in the experiment group were treated on the base of the control group with ambroxol hydrochlo-
ride injection. The clinical efficacy, pulmonary function, serum BNP, TNF-a and APN levels and adverse reactions were compared and
analyzed in the two groups after treatment. Results: Compared with the control group, the clinical total effective rate of the experiment
group was higher after treatment (P<0.05). Compared with before treatment, the FEV1, FEV1 / FVC and FEV1 in the two groups in-
creased after treatment (P<0.05); Compared with the control group, the FEV1, FEV1 / FVC and FEV1 in the experiment group were
higher (P<0.05). Compared with before treatment, the serum levels of BNP, TNF-a and APN in the two groups decreased after treatment
(P<0.05); Compared with the control group, the serum levels of BNP, TNF-a and APN in the experiment group were lower (P<0.05).
There was no statistically significant difference of the incidence of adverse reactions between two groups (P>0.05). Conclusions: Am-
broxol hydrochloride adjuvant therapy patients has remarkable clinical efficacy in treatment of chronic obstructive pulmonary disease,
which may be related to the reduction of the serum levels of BNP and TNF-« and APN.
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Table 1 Comparison of the clinical curative effect between two groups [n(%)]

Groups n Cure Effective Invalid Clinical effective rate
Experiment group 35 16(45.71) 15(42.86) 4(11.43) 31(88.57)
Control group 35 12(34.29) 12(34.29) 11(31.43) 24(68.57)

Note: Compared with the control group, *P<<0.05.
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Table 2 Comparison of the pulmonary function between two groups(xt s)

Groups n Time FEVI(L) FEVI/FVC(%) FEV1 Estimated value (%)
Before treatment 1.02+ 0.16 52.29+ 6.73 42.01% 5.63
Experiment group 35
After treatment 1.72+ 0.25* 72.39+ 7.72%¢ 67.03% 6.96%*
Before treatment 1.04+ 0.15 53.48% 6.68 42.55+ 5.66
Control group 35
After treatment 1.35¢ 0.21* 65.29+ 7.02* 52.03+ 5.92%*

Note: Compared with before treatment,*P<<0.05. Compared with the control group, P<<0.05.
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Table 3 Comparison of the BNP, APN and TNF-abetween two groups before and after treatment(xt s)

Groups n Time BNP(ug/L) APN(ng/L) TNF-a(ng/L)
Before treatment 24.56% 18.34 11.29% 1.67 13.29+ 1.83

Experiment group 35
After treatment 7.68+ 5.74% 3.29+ 0.39% 6.29+ 0.68**
Before treatment 25.04+ 17.84 11.30+ 1.38 13.55+ 1.90

Control group 35
After treatment 15.85+ 8.97* 8.87+ 1.02* 9.70+ 1.34*

Note: Compared with before treatment, *P<<0.05. Compared with the control group, “P<<0.05.
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Table 4 Comparison of adverse reaction conditions between two groups[ n(%) ]

Moderate gastrointestinal

Sense of suppression in

Groups n Vertigo Adverse reaction Rate
disorders the chest
Experiment group 35 1(2.86) 1(2.86) 0(0) 2(5.71)
Control group 35 2(5.71) 1(2.86) 1(2.86) 4(11.43)
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