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Chronic rhinosinusitis (CRS) is a chronic inflammatory disease of the nasal and paranasal si-
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nus mucosa. Generally CRS can classify depend on the presence of polyps or eosinophilic in-
filtration. Eosinophils have immune-modulatory effects on the inflammatory response of CRS
and eosinophilia has been noted to be a marker for more extensive disease. Eosinophilic CRS
(ECRS) is a clinical entity of chronic inflammation accompanied by numerous infiltrations of
eosinophils in sinonasal tissues. The purpose of this review is to define and characterize the po-
tential subcategories of ECRS and to discuss pathophysiology for targeted treatment modali-
ties. Although it is difficult to differentiate one form of ECRS from another, genetic and molec-
ular study will lead to unreveal the immunologic mechanism and pathogenesis of ECRS.
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Fig. 1. Characteristic computed to-
mographic (CT) and histologic find-
ing of allergic fungal sinusitis. The CT
scan shows bony erosion with het-
y erogeneity of opacification within the
sinuses (A). Gomorimethenamine
silver stain shows several fungal hy-
| phae in nasal secretion (B).
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Table 1. Comparison of clinical characteristics between eosinophilic and non-eosinophilic chronic rhinosinusitis (CRS

)36)

Eosinophilic CRS

Non-eosinophilic CRS

Characteristic symptoms
Endonasal finding

CT findings Ethmoid predominance
Blood test Eosinophilia

Asthma Frequently coexist
Recurrent rate Very high

Systemic steroid Higher efficacy

Histologic finding

Reduction/loss of smell in early stage
Bilateral polyps, highly viscous secretion

Eosinophilia, lymphoid infiltration
Basement membrane thickening

Usual symptoms

Nasal polyp in middle meatus
Mucopurulent discharge
Maxillary predominance
None

Less-frequent

Low

Unclear

Lymphocyte infiltration

Nasal gland increase
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Both topical intranasal steroids and leukotriene receptor anatagonists may have promising roles in the man-
agement of OSAS, particularly mild OSAS, in children.
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