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Relation of Epidermal Growth Factor Receptor Expression to Goblet
Cell Dysplasia in Diffuse Panbronchiolitis
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Background : Diffuse panbronchiolitis(DPB) is a chronic inflammatory lung disease that presents as cough-
ing, copious sputum, exertional dyspnea, which progresses to bronchiectasis. The pathogenesis of bronchiectasis
is controlled by inflammatory mediators, which are closely related to mucus hypersecretion, goblet cell dysplasi-
a. In recent studies, the epidermal growth factor receptor(EGFR) system was reported to be associated with
this process. It was hypothesized that a relationship exists between goblet cell dysplasia, EGFR expression, and
inflammatory mediators produced by neutrophil.

Method : Alcian blue/periodic acid -Schiff(AB/PAS) stain, MUCBAC, EGFR, CD16 immunohistochemical
stain were examined to investigate a role for the EGFR system in a mucus hypersecretion in DPB using the
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lung biopsy specimens from 13 DPB patients and 6 controls.

Results : In the DPB group, the AB/PAS - and MUCBAC -stained areas were 8.31 £3.36%, 11.46 +4.68%,
respectively. In the control group, the AB/PAS- and MUCHA C-stained areas were 50.5 +5.77%, 53.3% +6.67
9%, which was significantly larger than in the DPB group (each comparison, p<0.05). The percentage of

EGFR expression was 9.54+495% in the DPB group, but zero in of the control group. The extent of
neutrophilic infiltration was 71.92+3.71/6HPF in the DPB group and 45.0 £5.73/5HPF in the control group,

which was statistically significant(p=0.002).

Conclusion : The EGFR systermn is highly related to goblet cell dysplasia, mucus hypersecretion and neutrophilic
inflammation in DPB. (Tuberculosis and Respiratory Diseases 2002, 52 : 37-45)
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Fig. 1. Number of CD16" staining neutrophils(brown color) per five high power fields( X 400).

*p=0.002
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Fig. 2. Percentage of AB/PAS- and MUC5A C-stained areas of epithelium in control(open col-
umns) and diffuse panbronchiolitis{filled columns) epithelium.
*p=0.001 and **p=0.002 by Mann-Whitney test, respectively.
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Fig. 3. Comparison of AB/PAS staining (
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(right panels) in control and diffuse panbronchiolitis(DPB).
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Fig. 4. Comparison of AB/PAS staining (left panecls) and MUCSAC protein immunolocalization
(right panels) and EGFR protein immunolocalzation(right pannel).
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