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The model of pulmonary allergic inflammation in mice established with

recombinant group 2 allergen of Dermatophagoides farinae
ZHOU Shu-lin, CHANG Wei-jia, JJIANG Yu-xin, CHEN Wen-kui
Department of Medical Parasitology,Wannan Medical College, Wuhu 241002, Anhui Province, China

Supported by the Anhui Provincial Natural Science Fund (No. 11040606M214) and Natural Science Fund of Anhui Provincial
Education Department (No. kj2009B152)

Abstract: Objective To establish a model of pulmonary allergic inflammation with BALB/c mice. Methods BALB/c mice
were divided into PBS group, OVA group and recombinant Der f 2 protein (rDer { 2) group. The mice in the test group were
sensitized by intraperitoneal injection of rDer { 2 at day 0, 7 and 14, and exposed to aerosolized allergen for 7 consecutive days
starting from the 21 days. PBS or OVA instead of rDer f 2 was used in the control groups. All mice were executed within 24 h after
the final exposure to aerosolized allergen. Pathological changes of the lung, cell counts and classification were studied with 11.-2,
IL-4, IL-17 and [FN—y levels in BALF detected by ELISA. Cells from spleen were cultured for 72 h, with IL-2, IL-4, [L-17 and
IFN—vy in supernatant, and allergen -specific IgG1 and IgE in serum detected by ELISA. Results In the OVA and rDer { 2
groups, the total number of white blood cells [(17.39 £ 1.03) X 10%L] and eosinophils [(1.61 % 0.03) X 10%L] in BALF were
significantly higher in OVA and rDer f 2 groups than those in PBS group (P<<0.01). The levels of 1L.—4 [(78.92 %9.06) pg/ml] and
I1.-17 [(201.63 &= 31.26) pg/ml] in BALF from OVA and rDer f 2 groups were significantly increased (P<<0.01), compared with
those in PBS group. On the contrary, levels of 11.-2 [(8.29 &= 1.27) pg/ml] and I[FN—y [(51.04 £ 15.85) pg/ml] in BALF were
reduced significantly (P<<0.01). The similar trends were also detected in terms of the above cytokines in the supernatants of
spleen cell cultures. Moreover, the levels of IgE [(37.63 £6.57) IU/ml], IgG1 [(16.68 +=2.90) pg/ml] in OVA and rDer f 2 groups
were also significantly increased in serum than those in PBS group (P<<0.01). The phenomenon indicated that Th2—type immune
response was enhanced and Thl-type immune response was reduced, with no statistically significant difference between OVA
and rDer { 2 groups (P>0.05) observed. Conclusion A pulmonary allergic inflammation model of BALB/c¢ mice can be
established successfully by intraperitoneal injection followed by aerosolization with rDer { 2 protein.
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