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A retrospective study of the influence of inhaled Salmeterol fluticason in both bone metabolism
and bone mineral density in patients with chronic obstructive pulmonary disease "
LI Xue-jun, SI Liang-yis WANG Zhang et al.
(Department of Gericatricss Southwest Hospital, Third Military Medical University, Chongqing 400038, China)

Abstract : Objective

ty (BMD) in patients with chronic obstructive pulmonary disease(COPD). Methods

To explore the influence of inhaled Salmeterol fluticason in both bone metabolism and bone mineral densi-
132 moderate to severe COPD patients were
hospitalized in Department of senile disease,Southwest Hospital, the Third Military Medical University from October 2006 to April
2009 and 45 health volunteers were considered as control group. Of the 132 COPD patients, 70 were inhaled Salmeterol fluticason
(50/500 pgstwice per day)longer than 6 months,the others were not inhaled Salmeterol fluticason or inhaled it less than 6 months.
The alteration of bone metabolism, BMD of and biochemical indicators correlated to bone metabolism were measured. Results
There was no significant difference between the Salmeterol fluticason inhalation group and the control group in the measurement of
bone metabolism, BMD and biochemical indicators correlated to bone metabolism ( P=>0. 05),but BMD at L;~, and left hip in pa-
tients with COPD were significantly lower than those in the control ( P<Z0. 05). Conclusion There is little influence of long-term
inhaled Salmeterol fluticason on BMD,and the inhalation treatment with Salmeterol fluticason of stable COPD will not increase the
risk of osteoporosis.
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x1 3EEEBRBIEIE.BMD # FEV, KFELLB (2L s)
TiH AW (n=170) B4 (n=62) CHl(n=45) Pas Pac
ALP(IU/L) 85.0+36.5 82.5+42.3 84.7+39.2 >0.05 >0.05
BGP(ng/mL) 7.83+2.85 8.01+£2.77 7.95+3.18 >0.05 >0.05
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Ward's 0.59+0. 21 0.61+0.17 0.8140.18 >0.05 <0. 05
FEV; (%) 67+21 55418 98415 <0. 05 <20.01
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