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ABSTRACT Objective: To analyze the differential expression of chemokines CCL-18 in various pathological features of the chronic
rhinosinusitis and normal nasal mucosa tissues, and to explore the mechanism and significance of CCL-18 in the chronic rhinosinusitis.
Methods: Hematoxylin-cosin (HE), Masson trichrome and periodic acid-Schiff (PAS) staining of the chronic rhinosinusitis tissues were
used for pathological analysis. Western blot was adopted to detect the expression of CCL-18 protein level in nasal tissues from different
pathological features of the chronic rhinosinusitis and in normal nasal mucosa. Results: The expression of CCL-18 protein level was
significantly increased in the chronic rhinosinusitis with nasal polyps (CRSwNP), chronic rhinosinusitis without nasal polyps (CRSsNP)
compared with normal nasal mucosa (P <0.05). The expression of CCL-18 protein levels was significantly higher in the eosinophils
chronic rhinosinusitis tissues than in the non-eosinophils chronic sinusitis tissues (P <0.05). The expression of CCL-18 protein level was
higher in the glandular type, fiber inflammation and edema histopathological type of the chronic rhinosinusitis than in normal nasal
mucosa tissues. And the most significant expression of CCL18 was present in edema histopathological type (P<0.05). Conclusion:
CCL-18 is highly expressed in eosinophils and edema histopathological type of the chronic rhinosinusitis, suggesting that CCL-18 may be
involved in the basic pathological process of eosinophil infiltration in the chronic rhinosinusitis.
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Fig.2 The expression of CCL-18 protein level in the normal nasal mucosa, Ba
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Note: *P<0.05, multiple comparisons among three groups.
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Fig.3 The expression of CCL-18 protein level in the normal nasal mucosa
tissues, gland size, fiber inflammation and edema histopathological type of
the chronic rhinosinusitis
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Note: *P<0.05, multiple comparisons among several groups.
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