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Evaluation of clinical course in patients with eosinophilic bronchitis: A
prospective follow up study
Jong-Kun Park, Sung-Woo Park, Jae-Hak Lee, Jong-Sook Park, Ki-Hyun Seo,
Young-Mok Lee, Jun-Hyuk Lee, An-Soo Jang, Jai-Soung Park, Yang-Ki Kim,
Sang-Joon Park, Soo-Taek Uh, Yong-Hoon Kim and Choon-Sik Park
Department of Internal Medicine and Radiology*, Soon Chun Hyang University College of

Medicine, Bucheon, Korea

Background : Eosinophilic bronchitis (EB) presents as a chronic cough and sputum eosino-
philia without airflow limitation and bronchial hyperreactivity. The long-term clinical courses
remain unknown.

Objective and Method : The aim of this study was to evaluate how frequently EB recurs and
whether it develops into chronic airway obstruction. Cough severity, FEV;, PCs methacholine and
sputum eosinophil percentages were serially measured in 36 subjects for up to 48 months.

Result : Five subjects developed recurrent episodes of EB (RG) between 4 to 6 months af-
ter the first episode of EB. Asthma developed in the 9th month of the study in one of these
subjects and a progressive FEV, reduction exceeding 20% was observed in two. Nineteen sub-
jects had no recurrence of EB (NRG). However, sputum eosinophilia recurred between 4 and
24 months in 10 subjects of the NRG, though this was without cough or FEV; reduction. The
follow-up eosinophil percentages were significantly higher in the RG than NRG group with
recurrent sputum eosinophilia.

Conclusion : About 14% of EB cases experience repeated episodes of EB and in about 30%,
the EB recurs as asymptomatic sputum eosinophilia. Moreover, the extent of sputum eosino-
philia was found to be associated with the recurrence of eosinophilic bronchitis, which leads to
an airflow rate deterioration. These results suggest that repeated episode of EB is a risk factor
for the development of asthma or chronic airway obstruction. (J Asthma Allergy Clin Immu-
nol 23: 740-8, 2003)
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Table 1. Demographic and physiological profiles of the study subjects
Total RG NRG DG
Number 36 5 19 12
Sex (M:F) 17:19 2:3 10:9 5:7
Age (year) 46.8+12.5 56.0+5.6" 47.3+14.3 42.2+9.67
Cough score 3.7t0.5 3.6+0.5 3.7t0.5 3.70.5
Sx. Duration (month) 6.9+t4.6 55+3.4 7.8+4.6 6.015.0
Atopy (number) 13 1 8 4
Nasal symptom 12 1 8 3
Smoking (CS:NS:ES)* 5:21: 10 1510 3:8:8 2:8:2
FEV: (% predicted) 101.1+16.4 105.2+19.6 101.4+17.7 98.9+13.8
FVC (% predicted) 96.9t15.6 105.0+16.9 96.1+£15.2 94.8+15.9
PCg (mg/ml) 23.0+4.9 19.0£8.6 25.0+0.0 25+0.0
Blood eosinophil ( /ul) 283+£197 420+335 258+ 144 245177
Sputum eosinophil (%) 13.3£14.3 8.4+9.5 10.3£9.4 20.3+19.9
Serum IgE (u/ml) 135+223 211£359 137+222 76+£79

Data are presents as mean*tS.D

RG : Recurrent eosinophilic bronchitis group represents a group of subjects who developed

second episode of eosinophilic bronchitis.,

NRG : Non-recurrent eosinophilic bronchitis group

represents a group of subjects who did not developed eosinophilic bronchitis during follow up
period., DG : Dropped group represents a group of subjects who dropped out of the follow - up

before 4 months of the study

*: CS:NS:ES represents current smoker, non-smoker and ex-smoker, respectively

Y p<0.05

- 743 -



1299] mpA|Et
olAtH(Fig. 1C).
1E U2 3 FA4
1) RG] DGTHEY}

AL,

1 A9 AHgR 5 ARl 3877} 3%

og

—JK Park et al. : Evaluation of clinical course in patients with eosinophilic bronchitis —

>,
lo
N

=)
L

3

# o

N
-

ohEs)h glglem, F94 2

s o 4adRd A sA7)

16.5% 744 S7ksA 7130] Ad=E et A

0 710 YN A Ro|ES AEFFORA

RG

NRG

DG

a2y, 97lE Al A
o] WAHHA FEV,©]
ArEReH, 7)1HA A
BATH18%). FYA 2H

4354 9 FEV,9
H TAFY] v g

g

o

w

7% A 2|

ro
o

ot
ol

SAMFED}
S
gl A HlE2 RGHE
4.3+2.0%, p<0.05,
), NRG7(10.3+9.4% vs. 5.6+

S ©

c F
4 100 () £
3_

10}
2 F

<

1t 1
ol ®» ot
initial 1_2 4 6 9 12 18 24 30 36 42 48 inital 1 2 4 6 0 12 18 24 30 36 42 48

(month)
Cough score

(month)
Sputum eosinophil (%)

Fig. 1. Time-dependent changes of cough score(A.,B and C) and sputum eosinophil% (D.E and F) in recu-
rrent group(RG), non-recurrent group(NRG) and dropped group(DG) of the patients with eosinophilic
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