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ABSTRACT Objective: To investigate the effect of XB130 on the airway inflammation and hyperresponsiveness in a murine asth-
matic model. Methods: C57 mice were randomly divided into 4 groups with 9 mice each: control group (CON), Asthma group (AS),
Adenovirus contral group (Ad-vector+AS) and XB130 overexpression group (Ad-XB130+AS). A murine asthmatic model was induced
by ovalbumin (OVA) administration. Ad-vector and Ad-XB130 were injected intravenously. After the last antigen challenge for 24 h, the
bronchi alveolar lavage fluids (BALF)have been collected. Airway hyperresponsiveness to methacholine (Mch) was measured. The ex-
pression of XB130 in lung tissues was evaluated using RT-PCR and Western blotting respectively. The content of OVA-specific IgE in
serum was detected using ELISA. The cell counts of eosinophile granulocyte (EOS) were calculated. The secretion of IL-4, IL-5, IL-13
and IFN-vy were determined using ELISA. Results: XB130 was reduced in the lung tissue of asthma mice. The mRNA and protein expres-
sion of XB130 were increased in Ad-XB130 asthmatic mice. Overexpression XB130 reduced the airway hyperresponsiveness induced by
methacholine (Mch). The number of EOS in Ad-XB130+AS group (17+ 4) was decreased compared with Ad-vector+AS group (48% 3).
Moreover, forcing expression of XB130 (0.051% 0.002) reduced the content of OVA-specific IgE compared with vector control group
(0.128% 0.007). In addition, XB130 inhibited the secretion of IL-4, IL-5 and IL-13, promoted the production of IFN-y in BALF and lung
tissues. Conclusion: Overexpression of XB130 inhibited the airway inflammation and hyperresponsiveness in asthmatic mice.
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Bl 1 XB130 7ERALR PR FRIE
A. SERTE & PCR #£i7l] XB130 mRNA Fi% 7k 3 ; B. Western blotting #&il] XB130 R &iA, CON:3HRZH; AS: BF4H ; 5 CON 248k, *P<0.05;
5 Ad-vector+AS H#8LL , #P<0.05,##P<0.01
Fig. 1 The expression of XB130 in lung
A. The mRNA expression of XB130 was assayed using RT-PCR. B. The protein expression of XB130 was detected using Western blotting. CON: control;
AS: asthma; *P<0.05 compared with CON group; #P<0.05, ##P<0.01 compared with Ad-vector+AS group.
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Fig. 2 XB130 reduced the airway hyperresponsiveness induced by Mch.
Mch: methacholine; **P<0.01 compared with CON group;
#P<0.05 compared with Ad-vector+AS group.
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Fig. 3 Overexpression of XB130 decreased the number of EOS in BALF. Ad-vector+AS ZHF8EE , #P<0.05
*P<0.05 compared with CON group; #P<0.05 compared with Fig.4 XB130 declined the content of IgE in serum. *P<0.05 compared

Ad-vector+AS group with CON group; #P<0.05 compared with Ad-vector+AS group.
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Fig.5 Overexpression of XB130 inhibited the secretion of IL-4, IL-5 and IL-13
A. The secretion of IL-4. B. The secretion of IL-5. C. The secretion of IL-13.
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Fig. 6 Overexpression of XB130 promoted the secretion of IFN-y
*P<0.05 compared with CON group. #P<0.05 compared with
Ad-vector+AS group
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