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Therapeutic effect of tiotropium bromide in combination
with nocturnal oxygen therapy on nocturnal hypoxemia in patients

with chronic obstructive pulmonary disease
JIANG Feng',LI Xiaoming’,SUN Y anhui’,ZHANG Qing’
(1. Department of Respiratory;?2. Clinical Laboratory ,the Affiliated Hospital of Chengde Medical College ;
3. Department of Emergency ,the Sixth Hospital of Chengde )
[ Abstract]Objective: To investigate the therapeutic effect of tiotropium bromide in combination with nocturnal oxygen therapy on
nocturnal hypoxemia in patients with chronic obstructive pulmonary disease (COPD) and to evaluate indirectly the efficacy of tiotropi—
um bromide for nocturnal hypoxemia. Methods ; Totally 40 patients with stable moderate to severe COPD and nocturnal hypoxemia
were recruited and randomly divided into the observation group (n=20) and the control group (n=20). The patients in the observation
group were given inhalative tiotropium bromide (18 pg,once every afternoon) in combination with nocturnal oxygen therapy (2 L/min)
while those in the control group were treated with nocturnal oxygen therapy (2 I/min) only. Nocturnal oxygen saturation (Sa0,),arte—
rial blood gases and pulmonary function were examined before and four weeks after the treatment. Results : After the treatment,noc—
turnal mean Sa0, (MSa0,) ,nocturnal minimum Sa0, (MmSa0,) ,arterial partial pressure of oxygen (Pa0,),arterial Sa0,,first second
forced expiratory volume(FEV,), percentage of FEV, in the predicted value (FEV ,%Pred) ,forced vital capacity(FVC),forced inspira—
tory capacity (IC) and percentage of peak expiratory flow rate in the predicted value (PEF%Pred) were significantly increased in the
observation group. In the control group,MSa0O,, MmSa0,,Pa0O, and SaO, were significantly increased,but no change in FEV,,
FEV ,%Pred,FVC,IC and PEF%Pred was observed. Both groups showed significant decreases in the percentage of the time with noc—

turnal Sa0,<90% in the total sleep time (T90). Arterial partial pressure of carbon dioxide (PaCO,) was significantly decreased in the

observation group ; however it was remarkably increased in the
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MSa0,, MmSa0,, Pa0, and Sa0, were significantly increased ; T90 and PaCO, were significantly decreased; FEV,,FEV,%Pred, FVC,IC

and PEF%Pred were notably increased compared with those in the control group. Conclusion ; Tiotropium bromide in combination with

nocturnal oxygen therapy could significantly improve the symptoms of nocturnal hypoxemia in patients with stable COPD,which is su—

perior to nocturnal oxygen therapy alone. Meanwhile, tiotropium bromide could also improve the symptoms of nocturnal hypoxemia in

patients with stable COPD.
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the two groups before the treatment
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Tab. 2 Comparison of nocturnal sleep oxygen saturation

between the two groups before and after the treatment( x s )
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Tab.4 Comparison of morning pulmonary function between the two groups before and after the treatment( x +s )
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