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Abstract:Objective To elucidate clinical significance of the varied level of granulocyte macrophage colony stimulating factor
(GM-CSF) in bronchoalveolar lavage fluid (BALF) from elderly patients with asthma bronchial. Methods From January to
December 2015,39 asthma bronchial patients and 35 controls were enrolled into the current study. BALF were obtained
through the bronchoscope alveolar lavage. Cells were counted under the microscope. GM-CSF and myeloperoxidase (MPO)
were detected by ELISAs. LSD-t test and Pearson correlation were used for statistical analysis. Results There was signifi-
cant difference in GM-CSF levels of asthma bronchial patients in attack stage (184. 64-35. 0 ng/L) ,remission stage (132. 9
+31.4 ng/L) and control groups (125. 0+26. 1 ng/L). Through pairwise comparison,the GM-CSF levels in asthma bron-
chial patients in attack stage were significantly higher than that in remission stage ((=6. 778, P<{0. 01) and control groups
(t=8.115, P<<C0.01). The levels of MPO in the 3 groups were 43.9+11.7 ng/L.,24.549.9 ng/L.,21.84+8.5 ng/L, re-
spectively. Comparison to remission and normal control groups,the MPO levels were markedly higher in attack stage (¢t=
7.804,9. 080,both P<C0.01). The percentages of neutrophils were 42. 1% +9.6%,31. 6% +8.2% and 28. 8% +7.5% re-
spectively in the 3 groups.respectively. The percentages of neutrophils in attack stage were markedly higher than that in re-
mission stage (1=5. 127, P<C0. 01) as well as normal control groups (1=6. 497, P<0. 01). The levels of GM-CSF and MPO
and the percentages of neutrophils were no significant differences between asthma bronchial patients in remission stage and
in control groups (t=1. 153~1. 840,all P>>0. 05). Furthermore, the result of this study showed a positively correlated be-
tween the GM-CSF and the percentages of neutrophils (r=0. 554, P<0. 01) as well as the MPO (= 0. 725, P<<0. 01) and
a positive correlation between the percentages of neutrophils and the MPO (+= 0. 569, P<Z0.01) in elderly patients with
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asthma bronchial in attack stage. Conclusion These results indicated that GM-CSF was higher in asthma bronchial patients

in attack stage,and suggesting that GM-CSF might be involved in the pathological process of asthma. GM-CSF may be used

as an effective index to monitor the condition of elderly patients with asthma.
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