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Abstract: Objective To observe the anti-inflammatory effects of sodium houttuyfonate (SH) on mice with acute asthma and to
explore the specific mechanism. Methods OVA-induced acute asthma model in mice was established. The model mice were
randomly divided into model group, low and high doses of sodium houttuynin (10, 25 mg/kg) group, 8 mice in each group, and 8
normal mice were taken as control group. After 2 weeks of Ig administration, the control group and model group were given normal
saline of equal volume. The airway hyperresponsiveness of mice was measured by pulmonary function instrument, the specific
concentrations of OVA-IgE, IL-4 and MCP-1 in serum were detected by ELISA, and the mRNA expression levels of Toll-like
receptor-4 (TLR-4), myeloid differentiation factor 88 (MyD88) and transferrin 6 (TRF6) in lung tissue were detected by real-time
fluorescence quantitative PCR (qRT-PCR). After HE staining, the pathological changes of lung tissue were observed under light
microscope. Results Compared with the model group, the airway hyperresponsiveness, serum OVE-IgE level, serum IL-4 and MCP

levels of mice in 10 and 25 mg/kg sodium houttuynin group were significantly decreased (P < 0.05, 0.01); Compared with the model
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group, the expression of MyD88, TRF6 in lung tissue of 10 mg/kg sodium houttuynin group and TLR-4, MyD88, MyD88, and MCP

in lung tissue of 25 mg/kg sodium houttuynin group were significantly decreased (P < 0.05, 0.01). HE staining showed that sodium

houttuynin significantly improved the symptoms of pulmonary tissue disorder, alveolar collapse, infiltration of inflammatory cells

around the bronchi, and a large number of secretions in the lumen of the model mice. Conclusion Sodium houttuynia significantly

inhibited inflammation in an acute asthma mice model and the mechanism may be related to the regulation of the TLR-4-NF-«B

signaling pathway.
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Fig. 5 Pathological observation of lung tissue (HE staining)
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