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Abstract: Objective To explore the influential role of Staphylococcus sciuri (S. sciuri) in an experimental murine asthma model
sensitized by HDM allergen. Methods BALB/c mice received an intranasal instillation of PBS or HDM extract(50 pg or 100 pg) on
days 0,7,14,21. Nine days before the first sensitization, the mice were given an inoculation of 10° CFU/25 uL Staphylococcus sci-
uri. The inoculation took place for 3 times in one week and stopped on day 20. 24 and 48 hours after the final sensitization, the mice
were sacrificed respectively. Cell count and differentiation were made for bronchoalveolar lavage fluid(BAL) cells; protein contents
of CXCL1,CXCL2,CCL11 (eotaxin) , IL-5, IFN-y,1L.-10 and 1.-17 in BAL and the amount of HDM-IgG1, HDM-IgG2a and total
IgE in the serum were measured by enzyme-linked immunosorbent assay (ELISA) ; the levels of cytokines including 11.-4,11L-5, IL.-
13,IFN-y,IL-10,1L-17A and GM-CSF in invitro restimulated lymphocytes were detected by Cytometric Bead Array(CBA); mR-
NA expressions of specific genes were determined by real time PCR;lung tissues were PAS-stained for histological examinations.
Results S. sciuri inhibited the mixed airway inflammation of neutrophils and eosinophils,lowered the protein levels of CXCL1 and
1IL-5 in the BAL, prevented the secretions of IL-5,IFN-y,1L-10 and 1L-17 from restimulated lymphocytes and altered histological
changes including goblet cell hyperplasia(GCH) and mucus hypersecretion in a mouse model which was sensitized by HDM aller-
gen. Conclusion Inoculation of S. sciuri exerted a protective effect on HDM-induced mouse model.
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