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Study on therapeutic effect and mechanism of BLA in asthmatic mice

SONG Qiaowen' , XU Yueye', GUO Wei', ZHAN Xiaodong', ZHAO Jinhong', LI Yuanyuan', XU
Jingyun', TANG Xiaoniu'® (1. Department of Medical Parasitology »Wannan Medical College , Wuhu 241002,

Anhui ,China ;2. Anhui Province Key Laboratory of Biological Macromlecules Research ,Wannan Medical College)

Objective To study the therapeutic effect of Bulleyaconitine A (BLLA) on asthmatic mice and itseffects on
occludin, claudins and Mucin5AC (MUC5AC).  Methods 48 female mice were randomly divided into 4 groups: NC
group, AS group,BLA group and Dex group,with 12 mice in each group. The asthmatic model was established by the
extract of Dermatophagoides farinae. Enzyme linked immunosorbent assay (ELISA) was used to detect the content of
Immunoglobulin E (IgE) in serum and interleukin-4 (IL.-4) ,interferon-y (IFN-Y) andMUC5AC in Bronchoalveolar lavage
fluid (BALF). Hematoxylin-eosin (HE) and Periodic Acid-Schiff (PAS) staining were used to observe the pathological
changes of lung tissues. Western blot and immunofluorescence were used to detect the expression of occludin and claudins
in lung tissues. RT-qPCR was used to detect the expression of Muc5ac mRNA in lung tissues. Results Compared with
AS group,the levels of IgE in BLA group was significantly decreased (306. 70+46. 73 ng/mlL vs 142, 17+25. 66 ng/mlL,
P<C0.01). Compared with AS group.the levels of IL-4 in BLA group was significantly decreased(242. 35+41. 81 pg/mL
vs 166. 76 £ 26. 32 pg/mL, P <(0. 01). Compared with AS group, the levels of IFN-y in BLA group was significantly
increased(272. 34 &= 57. 32 pg/mL vs 369. 13 £ 51. 41 pg/mL, P <{0. 01). Compared with AS group, the levels of
MUC5AC in BLA group was significantly decreased (1.4240. 34 ng/mL vs 0. 6640. 24 ng/mL.P<(0.01). Compared
with the AS group,the airway inflammatory cell infiltration and goblet cell proliferation were significantly relieved in the
BLA group. Compared with AS group,the expression of occludin and claudin-1 proteins in BLA group were significantly
up-regulated(P<C0. 05) , and claudin-4 protein expression in BLA group was significantly down-regulated (P <C0. 05).

Immunofluorescence results showed that BLA could significantly improve the tightness of airway epithelium in asthmatic
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mice. Compared with AS group,the expression of Muc5ac mRNA in BLA group was significantly inhibited (P <C0.01).

Conclusion BLA may improveairway epithelial barrier function of asthmatic mice by regulating the expression levels of

airway tight junction protein and MUC5AC.
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