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Effects of epigallocatechin-3-gallate on the allergic airway inflammations in mice models
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Abstract: Objective To investigate the effects of epigallocatechin-3-gallate (EGCG) on C57BL/6 mice models with airway al-
lergic inflammation sensitized and challenged with ovalumin (OVA). Methods C57BL/6 mice were sensitized and challenged with
OVA and treated with EGCG. 24 hours after the last time of sensitization, samples of bronchoalveolar lavage fluid (BALF) were
collected and detected for cell counts and classification. Levels of cytokines in BALF and plasma and the ratio of Foxp3™ CD4™ T
cells in peripheral blood and BALF were detected. Results There was obvious infiltration of inflammatory cells in model mice group
and the infiltration declined after be treated with EGCG. Compared with control group, total cells counts, eosinophil counts and lev-
els of 1L.-4 and IL-5 in BALF of model group enhanced significantly,levels of 1L.-10 decreased significantly, while levels of IFN-y un-
changed. In EGCG treated group,the infiltration of inflammatory cells and levels of 11.-4 and 1L.-5 decreased, cytokines of Thl un-
changed and the percentages of Foxp3+ T cells increased significantly. Conclusion EGCG could efficiently inhibit the allergic air-
way inflammations in model mice, which might be induced by the inhibition of type Th2 immunereaction through the emerging of
Foxp3 ™ T cells and the secretion of 11.-10. EGCG might be able to utilized for the adjunctive therapy of asthma.
allergic inflammation
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