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The Study of SEB/OVA Allergic Rhinitis Mice Model. Ma Jing,Liu Tao. Department of Otolaryngology — Head & Neck Surgery, First
Clinical Medical College, Shanxi Medical University, Shanxi 030001, China

Abstract Objective To establish mice modle of allergic rhinitis( AR) and to study the role of Staphylococcal enterotoxin B( SEB)

and ovalbumin( OVA) in the modle. Methods

Forty Balb/c mice were evenly randomized into OVA group ,SEB group, OVA + SEB

group and normal sodium group and AR modle was established. The symptom scores,total serum IgE concentration, IL -4 concentration

were analyzed by factorial design. Meanwhile, the morphology change of nasal mucosa was observed. Results The symptom scores in

OVA group, SEB group, OVA + SEB group and normal sodium group were 6.80 +1.03,0.90 +0.99,0.70 £0.82,0.60 +0. 70 respec-

P B4 :030001 K JRL, L P 128 A DR 2 5 — e DR 126 2 I8 - 5 MR O K 350 411 6

TEIRAER N, BT (54« sy112009@ 126. com

- 101 -



-

- & E-

J Med Res,Mar 2010, Vol. 39 No.3

tirely. The interaction of OVA and SEB had statistical significance( P <0.01). Nasal mucosa of OVA + SEB group displayed an AR mor-

phology change . Meanwhile, Total serum IgE concentrations were 25.41 +3.87wg/ml,20. 11 £2.23 wg/ml,122.72 +5.68pg/ml,18. 67
+2.00png/ml respectirely. 1L —4 concentration were 27.37 +1.52pg/ml,24.05 =2. 13pg/ml,63.73 +3.81pg/ml,23.50 2. 62pg/ml

respectirely. the interaction of OVA and SEB in IgE and IL —4 concentration had statistical significance too. Conclusion Only OVA and

SEB cooperation could induce AR development. SEB can elevate the affectivity of OVA to the organism and play a role of immunity adjuvant.

Key words Allergic rhinitis; Staphylococcal enterotoxin B;SEB
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