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ABSTRACT Objective: To investigate the variation of IL-13, Eotaxin,MCP-1 and TNF-«a in BALF from sensitized to challenge of
asthmatic mice, and further explored the inflammatory cell infiltration in lung tissue. Methods: The model of asthma in mice was
established by ovalbumin (OVA) sensitizing 25 BALB/c mice were randomly divided into five groups included control group, sensitized
on 2 days and 7 days, challenged on 1 day, last challenged after 1 day. Each group contains five mice. All sensitized and challenged
groups were administered intraperitoneally 0.1 mL of 0.01% OVA and 0.1 mL of 2% Al(OH);. The bronchoalveolar lavage fluid (BALF)
levels of IL-13, Eotaxin, MCP-1 and TNF-« were assessed by enzyme-linked immunosorbent assay (ELISA); The differential cell count
was prepared using a cytospin and stained with Wright-Giemsa during OVA sensitize and challenge. The pathocytological analysis was
performed in the lung tissue with HE staining. Results: The level of IL-13 was increased at sensitized on days 2 (P<0.05) for 68.9+ 4.34
in BALF. From sensitized on days 7 the levels of IL-13, Eotaxin and MCP-1 were significantly higher than the control group,were
88.3+ 3.39, 67.4+% 4.24 and 38.9+ 3.1 respectively. From challenged on 1 day the levels of IL-13, Eotaxin, and MCP-1 persist to
increase until last challenged after 1 days (P<0.001). TNF-a was increased from challenged on 1 day, was 136.9% 11.9. It persisted to
after last challenged 1 days (P<0.05). At challenged on 1 day the numbers of lymphocytes and eosinophils were increased (P<0.05) and
the number of inflammatory cells was significantly increased. Conclusion: Our studies suggest that at initial stage of OVA sensitize IL-13
up-regulated to promote secretion of Eotaxin and MCP-1 and inflammatory cells infiltration, These cytokines play important roles in
asthma which improve study the pathogenesis of asthma.
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Table 1 The level of IL-13, Eotaxin, MCP-1 and TNF-« in BALF of mice in each group

IL-13 Eotaxin MCP-1 TNF-a
Groups Amount(n)
(pg/mL) (pg/mL) (ng/L) (pg/mL)
Control 5 62.6+ 2.14 55.1% 5.69 349+ 2.19 110.9+ 12.6
Sensitized on 2 days 5 68.9% 4.34* 523+ 457 351+ 3.1 121+ 12.1
Sensitized on 7 days 5 88.3+ 3.39%* 67.4% 4.24% 38.9+ 3.1* 1222+ 12.8
Challenged on 1day 5 89.4+ 3.03** 83.2% 5.94** 41.3+ 3.41* 136.9+ 11.9*
Last challenged after 1 day 5 139.6% 7.28%* 89.61 5.46** 457+ 1.41%* 266.2+ 28.8**
*compared with the control group, P<0.05; ** compared with the control group, P<0.001.
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Table 2 The count of inflammatory cells in BALF during induced asthmatic mice

Groups Lymphocyte (x 10%mL) Eosinophils (x 10¥mL) Neutrophil (x 10%mL)
Control 52+ 147 0.8+ 0.27 6.8+ 1.5
Sensitized on 2 days 577+ 1.52 0.84+ 0.22 74+ 2.1
Sensitized on 7 days 9.20% 2.46* 2.2+ 1.65 10.7+ 4.3
Challenged on 1day 11.4+ 2.77** 8.9+ 2.3%* 14.8+ 5.6*
Last challenged after 1 day 22.1% 431%* 17.5% 3.2%* 15.6+ 3.5%*

*compared with the control group, P<0.05; ** compared with the control group, P<0.001.
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Fig.1 HE staining of the lung tissue in different groups (x 200)
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