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T, A8 AT S0 7 VR (bronchoalveolar lavage fluid , BALF ) HR 4 i i 50 5% W8 & 14467 21 i (eosnophils , EOS ) B0 IEAR B ) 5l 3y
3o NS - R A R N \%E%%EWWi%(enzyme-linked immunosorbent assay,ELISA)*ﬁf)DUW?E/J\ B ZH 2 10-17
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(P815)J5 Wtk -3, FH ELISA K&l 1L-6 f7K ¥, Z55R . WS4l BALF 40 % EOS THEU v B ZH T35 T (P < 0.05) , 1
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P815 FifH IL-6 FIABOE W B ZETHE (P < 0.05) , 4518 :1L-17 7E OVA F5 S0 M0/ N ST rh 3k THE o IL-17 S008I0 40 i 43
Wh 1L-6, F] RETERE Wiy (%) A9 Hh R A VR
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Expression of IL-17 in asthmatic mice and its eftect on release of IL-6 in mast cells

Chen Meiyuan'?,Xu Hong',Zhou Yao', Liu Feng',Zhao Deyu'*

("Department of Respiratory Medicine ,Nanjing Children’s Hospital Affiliated to NJMU, Nanjing 210008
Department of Pediatrics ,the First People’s Hospital of Wujiang District of Suzhou City,Suzhou 215200, China)

[Abstract] Objective:To observe the expression of interleukin(IL)-17 in asthmatic mice and to investigate the effect of IL-17 on
release of IL-6 in mast cells. Methods:BALB/c¢ mice were randomly divided into control group and asthma group,and treated with
equal amount of phosphate buffer solution(PBS)and ovalbumin(OVA) ,respectively. Mouse asthma model was validated by detecting
the total number of cells and eosinophils (EOS)in bronchoalveolar lavage fluid(BALF). The expression differences between IL-17
mRNA in lung tissues and IL.-17 in BALF and serum were measured by reverse transcription-polymerase chain reaction( RT-PCR)and
enzyme-linked immunosorbent assay(ELISA )in the two groups. Mouse P815 mast cells were divided into the control group and the IL-
17 group,and treated with equal amount of culture medium and IL-17 ,respectively. The levels of released IL-6 in supernatants were
detected by ELISA. Results:In BALF,the total number of cells and EOS in the asthma group were significantly increased than those
in the control group(P < 0.05) ,and the model was validated. The expressions of IL-17 mRNA in lung tissues and 1L-17 in BALF and
serum were significantly increased in the asthma group than those in the control group (P < 0.05). In P815 cell supernatants,the
secretion of 1L-6 in the IL-17 group was significantly increased than that in the control group(P < 0.05). Conclusion;The expression
of IL-17 was increased in OVA-induced mouse asthma model. 1L-17 may promote the process of asthma by stimulating IL-6 release
by mast cells.
[Key words] IL-17; asthma; mouse; mast cell; 1L-6
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Figure 1  the total number of cells and EOS in BALF
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Figure 2 The expression of IL-17 in mice of two groups
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Figure 3 The expression of IL-6 in P815 cell supernatants
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