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Chronic Obstructive Pulmonary Disease Is Negatively
Related with Nasal Polyp in Middle Aged and
Elderly Chronic Rhinosinusitis Patients
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Background and Objectives Chronic obstructive pulmonary disease (COPD) is known to
induce chronic rhinosinusitis (CRS). Nasal polyp, which is frequently found in patients with
CRS, seems to have close relationship with COPD, but little is known about its relationship with
COPD. In this study, we investigated the relationship between COPD and nasal polyp in middle
aged and elderly CRS patients.

Subjects and Method We analyzed the clinical data of 174 patients (age of over 50 years)
with CRS. Patients were divided as COPD [forced expiratory volume (FEV1)/forced vital ca-
pacity (FVC)<70%, n=30] and non-COPD group (FEV1/FVC=70%, n=144) according to the
pulmonary function test results. Binary logistic regression analysis was used to describe the
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Revised  October 13, 2015 Results  On logistic regression analysis, no significant relationship was found between age
Accepted  October 21, 2015 [adjusted odds ratio (AOR): 1.058, 95% confidence interval for the difference (C1)=0.995—
Address for correspondence 1.126, p=0.073], sex AOR: 0.897, 95% CI=0.366—2.415, p=0.897), smoking (AOR: 0.434, 95%
Hyo Geun Choi, MD CI=0.154—1.219, p=0.113) and obesity (underweight AOR: 3.833, 95% CI=0.781-18.808, p=
Department Otorhinolaryngology- 0.098, overweight AOR: 5.169, 95% CI=0.996—26.814, p=0.051, obese AOR: 2.911, 95% CI=
Head and Neck Surgery, 0.335—25.329, p=0.333) with polyp. However, there was a negative correlation between COPD
Hallym University history and nasal polyp with statistical significance (AOR: 0.288, 95% CI=0.102—0.809, p=0.018).

College of Medicine,

22 Gwanpyeong-ro 170beon-gil,
Dongan-gu, Anyang 14068, Korea
Tel +82-31-380-3849 Key Words Aged - Chronic obstructive pulmonary disease - Middle aged -

Fax +82-31-386-3860 Nasal polyps - Sinusitis.
E-mail pupen@naver.com

Conclusion Our findings suggest that patients with COPD are less likely to have nasal polyp
than patients without COPD.  Korean J Otorhinolaryngol-Head Neck Surg 2016;59(4):287-92
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334 participants

Participants with fungal infection (57),
postoperative cheek cyst (31), postchoanal

polyp (11), papilloma (5), autoimmune disease
> (2), cancer (1), nasal foreign body (1)
(n=108)

4% Partficipants with past asthma history (n=27) ‘

4>‘ Participants with MBPT test positive (n=25) ‘

Total study population
(n=174)

Fig. 1. Flowchart diagram of patient group selection. MBPT: metha-
choline bronchial provocation test, COPD: chronic obstructive pul-

monary disease, FEV: forced expiratory volume, FVC: forced vital
capacity.

COPD group (FEV1/FVC <70%): n=30 ‘

Non-COPD group (FEV1/FVC >70%): n=144 ‘
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Table 1. General characteristic of total patients

Total COPD  Non-COPD p-value
Total number (n) 174 30 144
Age (y) 59.9 63.6 59.2 0.004*
Sex (%) 0.002t
Male 114 (65.5) 27 (90) 87 (60.4)
Female 60 (34.5) 3(10) 57 (39.6)
Obesity (%) 0.353
Underweight 8 (4.6) 0 (0) 8 (5.6)
Healthy 89 (51.1) 19 (63.3) 70 (48.6)
Overweight 68 (39.1) 10(33.3) 58 (40.3)
Obese 9 (5.2) 133 8 (5.6)
Smoking (%) 0.228
Non-smoker 151 (86.8) 24 (80) 127 (88.2)
Smoker 23 (13.2) 6 (20) 17 (11.8)
Nasal polyp (%) 0.036t
Negative 34(19.5) 10(33.3) 24 (16.7)
Positive 140 (80.5) 20 (66.7) 120 (83.3)

«Student t-test, significance at p<0.05, tchi-square test, signifi-
cance at p<0.05. COPD: chronic obstructive pulmonary disease

Table 2. AOR of possible risk factors for nasal polyp in elderly
chronic rhinosinusitis patients

Patients characteristics AOR (95% CI) p-value
Age 1.058 (0.995—-1.126) 0.073
Sex

Male 1 1

Female 0.897 (0.366—2.415) 0.897
Smoking

Non-smoker 1 1

Smoker 0.434 (0.154-1.219) 0.113
Obesity 0.271

Healthy 1 1

Underweight 3.833(0.781-18.808) 0.098

Overweight 5.169 (0.996—26.814) 0.051

Obese 2.911 (0.335-25.329) 0.333
FEV1/FVC

>70% (Non-COPD) 1 1

<70% (COPD) 0.288 (0.102—0.809) 0.018*

xsignificance at p<0.05. Cl: confidence interval for the differ-
ence, AOR: adjusted odds ratio, FEV1: forced expiratory vol-
ume, FVC: forced vital capacity
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