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Expression of Ecalectin in Nasal Mucosa and Secretion
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Department of Otorhinolaryngology, School of Medicine, Catholic University of Daegu, Daegu, Korea

—ABSTRACT —

Background : Eosinophilia ia a characteristic feature of several chronic inflammatory airway disorders, such as
allergic rhinitis, allergic asthma, and nasal polyposis. Ecalectin seems to play an important role in the accumu-
lation of eosinophils. The aim of this study is to investigate the expression of ecalectin in sinonasal diseases.
Methods : Nasal polyps, allergic inferior turbinates, and normal inferior turbinates were enrolled in this study.
Tissue and nasal secretion ecalectin mRNA were detected with RT-PCR and tissues were immunohistochemically
stained using antibody against ecalectin. Results : Non-allergic nasal polys, allergic inferior turbinates expressed
significantly large amount of ecalectin mRNA than normal inferior turbinates. But only the nasal secretion of
allergic rhinitis patients contained ecalectin mRNA. Nasal tissues contained ecalectin immunoreactive cells in
submucosal glandular cells. Conclusions : Although ecalectin is not the only eosinophil chemoattractant, in
sinonasal diseases with eosinophilia may be influenced by the production of ecalectin. (J Clinical Otolaryngol

2009;20:219-223)
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antisense : 5'CTC CTC CCC TCT CCC TGG CTG
TGC 3
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Fig. 1. Correlation between Mycobacterium tuberculosis
DNA concentration and threshold cycle value.
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Fig. 2. Ecalectin mRNA expression in inferior turbinates
of allergic rhinitis (AR), non-allergic nasal polyps (Polyp)
and normal inferior turbinates (IT). Ecalectin mRNA ex-
pressions were significantly higher in AR and Polyp than
IT (p<0.05).
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Fig. 3. RT-PCR analysis of mRNA expression encoding ecalectin by nasal secretion of non-allergic nasal polyps, normal
inferior turbinates and allergic rhinitis. Only nasal secretion of allergic rhinitis expressed ecalectin mRNA.
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Fig. 4. Immunohistochemical staining of ecalectin. A)
positive control staining with Spodoptera frugiperda.
B) Epithelial and subepithelial cells didn't stained with
ecalectin anfibody (X 100) but C) submucosal glandu-
lar cells (arrows indicate) were strongly stained with
ecalectin antibody (X 400).
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