Tuberculosis and Respiratory Diseases A3 2 5357)3A3 Vol 54, No. 4, Apr, 2003

O# N0

F52 9 239 W4 7% Aol BRI

o) [3)
abgsl s Ags ARA A9 PEE

Aot o3t WL, Qe ST’
EEEEREEREL SRR

olga'?, o’ olgef oI8&'"? olgy'?

=Abstract=

Prevalence of Combined Bronchial Asthma with COPD in Patients
with Moderate to Severe Air flow Limitation
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Background : ATS(American Thoracic Society) defined new guidelines for COPD(chronic obstructive
lung disease) in April 2001, following the results of the global initiative for chronic obstructive lung
disease. The most important concept of COPD is an airflow limitation which is not fully reversible
compared to bronchial asthma(BA). The criteria for COPD are postbronchodilator FEV, less than 80% of
the predicted value and an FEV; per FVC ratio less than 70%. The global initiative for asthma(GINA)
study defined asthma, which included immune-mediated chronic airway inflammatory airway disease, and
found that airflow limitation was wide spread, variable and often completely reversible. Taken together
COPD and BA may be combined in airflow limitation. This study was designed to evaluate the prevalence
of BA in patients with COPD of moderate to severe airflow limitation.

Methods : COPD was diagnosed by symptoms and spirometry according to ATS guidelines. Enrolled
subjects were examined for peak -flow meters(PFM), sputum eosinophils and eosinophil cationic
protein(ECP) levels, serum total IgE with allergy skin prick test, and methacholine bronchial provocation
test(MBPT).
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Resuits : About 27% of COPD patients with moderate to severe airflow limitation were combined with
BA. There was significantly decreased response to PFM in severe COPD. However, there was no
significant relationship between BA and COPD according to the degree of severity. The BA combined
with COPD group showed significantly high eosinophil counts and ECP level in induced sputum.
However, neutrophil counts in induced sputum showed significant elevation in the pure COPD group.
Conclusion : Twenty-seven percent of COPD patients with moderate to severe ventilation disorder
were combined with BA, but there were no significant differences according to the degree of severity.
(Tuberculosis and Respiratory Diseases 2003, 54:386-394)
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Table 1. Clinical and functional characteristics of patients

Stage MA Stage 1B Stage Total
Sex (M/F) 14/4 19/4 16/2 49/10
Age (year) 63.50+16.07 69.70£9.97 65.2719.74 66.46+12.19
Smoke (+/-) 11/7 16/7 15/3 42/17
FEV, (% predicted) 6050742 37.26+7.34 21.78+778 39.63+16.42
FEV/FVC (%) 62.11%£6.73 51.00+9.13 4967%9.16 539819.96
DLCO (%) 66.23+4.91 63.45+6.29 56.78+7.17 62.15£7.65
M: male, F: female (Mean = standard error)

FEV:: forced expiratory volume at one second
FVC: forced vital capacity, DLCO: diffusion capacity
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Table 2. Bronchodilator response and peak expiratory flow meter variability

Severity (No)

TA

BDR
(+)
(-)

PFM Variability
(+)
(-)

th (BDR and PEFV)

(+)
(-)

OB m Total (%)
8 8 22 (37.3)
15 10 37 (62.7)
14 4 28 (415)
9 14 31 (525)
8 3 16 (27.12)
15 15 43 (72.88)

No: number of cases, *: p<0.05 compared to group OA and IB
BDR: bronchodilator response, PEFV: peak expiratory flow volume
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Table 3. Cellular characteristics and ECP levels in induced sputum

Combined group

Non-combined group

Total cell count, X 10°/ml
Squamous cells, %TCC
Eos. %NSC

Neu. %NSC

Macrophage, %NSC
Lym. %NSC

Epithelial cells, %NSC
Sputum ECP, ug/L

168%10.7 143%11.3
143%11.3 138%10.2
11.6+14.3 24109
4451229 7731139
3671198 174£88
34*11 19+12
12x14 1.0=08
734411,321.3 627.6=1,200.8

*: p<0.05, **: p<0.01 compared to non-combined group (Mean= standard error)
TCC: total cell count, ECP: eosinophil cationic protein,

NSC: non-squamous cell
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