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Investigation of regulation of IL-22 on human B-defensin-2 expression in human alveolar
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LI A-min, CUI Xue-fan, HUANG Mao

(Department of Respiratory Medicine ,the First Affiliated Hospital of NJMU ,Nanjing 210029 ,China)

[Abstract] Objective:To investigate whether human alveolar type I epithelial cells express IL-22R and whether it generates hu-
man B-defensin-2 (HBD-2) under the stimulation with 11.-22. Methods: First,flow cytometry (FCM) detected the expression of IL-
22R on alveolar type II epithelial cells;second,cells were stimulated with recombinant human 1L-22 (vhIL-22) for 0,2,4,8,16,24
hours,separately ,and then RT-PCR tested the expression of HBD-2;third,the cells were stimulated with different concentration
(0,4,20,100,500 ng/ml) of IL-22 for optimal dose. Results; The membranes of alveolar type II epithelial cells highly expressed
IL-22R and the positive rate is  (99.90 = 0.13)% ;24 hours is an effective time for HBD-2 expression with I1-22 treatment,and the
optimal concentration is 100 ng/ml. Conclusion: The alveolar type Il epithelial cells highly express IL-22R,and the interaction of
IL-22 and IL-22R induces the HBD-2 gene expression in alveolar epithelium in a time- and concentration-dependent manner.
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Figure 1 The quantity of IL-22R* on alveolar epithelial cell II lines A549 measured by flow cytometry
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