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ABSTRACT Objective: To investigate clinical significance and expression of the four EP receptor subtypes, EP1, EP2, EP3 and EP4
receptors in chronic rhinosinusitis with nasal polyps (CRSwNP) patients. Methods: Nasal biopsies were obtained from 14 controls, 20
eosinophilic chronic rhinosinusitis with nasal polyps (CRSwNP) and 20 noneosinophilic CRSWNP patients. Immunostaining and western
blot were used to examine protein expression of EP receptors. Immunohistochemical staining of consecutive serial sections was conduct-
ed between EP receptor and eosinophil cationic protein (ECP). mRNA expression of EP, IL-5 and IL-13 were examined by means of
quantitative RT-PCR. Results: EP receptors were expressed mainly on epithelium, glands and infiltrating inflammatory cells in nasal tis-
sue. EP1 receptor is selectively expressed in subepithelial inflammatory cells. Compared with the controls and non-ECRSwNP group, the
mRNA and protein expressions of EP1 were up-regulated in the ECRSWNP group, but there was no significant difference in the expres-
sion of EP2, EP3 and EP4 receptors among the three groups. Immunohistochemical staining of serial sections showed that EP1-positive
eosinophils accounted for 50% of the total EP1-positive cells. EP1 mRNA in polyp tissue was positively correlated with IL-5 (r=0.55;
P<0.001) and IL-13 (r=0.69; P<0.001) mRNA expression levels. Conclusions: The up-regulation of EP1 expression in ECRSWNP maybe
associated with excessive infiltrations of eosinophils and other inflammatory cells. EP1 receptor may participate in the occurrence and de-
velopment of ECRSwNP tissue inflammation through chemotaxis and activation of eosinophils.
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Fig.1 Distributions of EP receptor expression in ECRSwNP tissues, original magnification X 200
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Fig.2 (a) Comparison of EP mRNA expression among different groups.
(b) Comparison of EP1 protein expression among different groups.
Note: (a) n=14, **P<0.01, compared with the control and non-ECRSwNP
groups. (b) n=10, *P<0.05. compared with the control and
non-ECRSwWNP groups.
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Fig.3 Immunohistochemical staining of consecutive serial sections between EP1 receptor and ECP

Note: Arrows of the same color represent the same cell, original magnification x 400. ECP, Eosinophil cationic protein.
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Fig.4 Correlations of mRNA expression levels between EP1 and IL-5/IL-13 in polyp tissue
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