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[ Abstract]  Objective To primarily investigate the intervention effect of asarone upon the expression

levels of transforming growth factor-B1 (TGF-B1) and vascular endothelial growth factor (VEGF) in asthmatic
mice, aiming to provide theoretical guidance for asarone in the treatment of asthma in clinical practice. Meth-
ods Thirty female BALB/C mice were randomly divided into three groups using the random number table : the
asthma, asarone and control groups (n =10 for each group). In the asthma and asarone groups, the mouse
models with asthma were established by ovalbumin (OVA) induction, and physiological saline was utilized in
the control group. The mouse in asarone group additionally received aerosol inhalation of asarone. The patho-
logical changes of the lung tissues were observed by H. E. staining. The expression levels of TGF-B1 and
VEGF in the bronchoalveolar lavage fluid (BALF) were quantitatively measured by ELISA. The cell counting
and classification in the BALF deposit were performed under microscope. Results Compared with the control
group, more evident inflammatory cellular infiltration surrounding the airway, bronchial wall thickening and ste-
nosis were noted in the asthma and asarone groups. The degree of these symptoms in the asthma group was more
severe than that in the asarone group. In the asarone group, the expression levels of TGF-B1 and VEGF in the
BALF were significantly down-regulated than those in the asthma group, whereas considerably up-regulated
compared with those in the control group (all P <0.01). In the asthma group, the total cell count and the
quantity of neutrophils, eosinophils, lymphocytes and macrophages were significantly higher compared with
those in the control and asarone groups (all P <0.05). The quantity of neutrophils and eosinophils in the asa-
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rone group was evidently higher than that in the control group (both P <0.01). Conclusions Both TGF-g1
and VEGF are over-expressed in the BALF of mouse models with asthma mice and they probably participate in
the airway remodeling during the early stage of asthma. Asarone can down-regulate the expression levels of

TGF-B1 and VEGF in asthmatic mice, which possibly acts as one of the mechanism underlying mitigating air-

way inflammation and easing airway remodeling.
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