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[Abstract] Objective To explore the association between nasopharyngeal reflux of gastric contents and the immune status of
adenoid tissues in children with adenoid hypertrophy CAH). Methods The pediatric AH patients were collected and divided into
group ACAH without tonsil hypertrophy) and group BCAH with tonsil hypertrophy) ,children without AH and tonsil hypertrophy
were collected as control group. ELISA and immunohistochemistry were adopted to detect pepsin in nasopharyngeal secretions and
BCL-2,PCNA,CD45Ro and CD20 in adenoid tissues, respectively. Then, the association between pepsin and levels of BCL-2, PC-
NA,CD45Ro and CD20 were analyzed. Moreover, we also explored the relationship between above biomarkers and the degree of
AH. Results In group A and group B, the levels of pepsin in nasopharyngeal secretions were(2. 91+ 1. 69) ng/mL and (2. 70 +
1. 42)ng/mL,meanwhile the positive rates of pepsin in nasopharyngeal secretions were 57. 1% and 54. 6 % , respectively, which all
were significantly higher compare with the control group(P<C0. 01) ,however,no significant differences were found between group
A and group B. Compared with group A,there was a tendency of higher levels of all biomarkers in group B, though only the compar-
ison of CD20 reached the statistical significance(P=0. 042). Pepsin level was positively correlated with the levels of BCL-2,PCNA,
CD45Ro and CD20, the correlation coefficient were 0. 638,0. 661,0. 634 and 0. 583, respectively. Moreover, the positive rate and lev-
els of BCL-2,PCNA,CD45Ro and CD20 were related with the adenoid hypertrophic degree(P<C0. 01). Conclusion Some AH pa-
tients had nasopharyngeal reflux of gastric contents,and in their adenoid tissues,an active immune status which was positively relat-
ed with pepsin expression was observed. The nasopharyngeal reflux of gastric contents was a probable etiological factor of AH.
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