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Smad Proteins Localization in Chronic Bronchial Asthma Rats

Lung Tissue by Lmmunofluorescence and Gene Expression

SUN Zhu-mei, LI Fu-feng” , QIAN Peng, ZHAO Jie , WEN Xu-jie
(Shanghai University of Traditional Chinese Medicine, Shanghai 201203, China)

[ Abstract] Objective; To investigate the Smads proteins localization in lung tissue of chronic bronchial
asthma rats lung tissue and its mRNA expression, and to explore the TGF-8/Smad signaling pathway, thus in the
chronic bronchial asthma. Method; Twenty-four Sprague-Dawley rats were randomly divided into two groups:
normal control group was treaded by 0. 9% saline; model group treaded by the mixture (10% ovalbumin + 10%
aluminum hydroxide). HE staining was used to observe the pathomorphological changes;Smad proteins localization
in lung tissue was determined by immunofluorescence; Smads mRNA expression was determed by RT-PCR. Result .
HE staining showed the model group was obviously bleeding, expanding of lung alveolar andinflammatory cell. The
results showed Smads proteins were located in the bronchial wall or alveolar wall by immunofluorescence assay; RT-
PCR showed that the Smad2 mRNA expression were higher significantly in model group than that in normal group

(P <0.05); Smad7 mRNA expression were significantly lower in model group than that in normal expression (P <
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0.05); Smad4 mRNA expression was no difference between the two groups. Conclusion: Smads proteins had

closely related to chronic asthma, Smad proteins were located in lung tissue of both normal rats and chronic

bronchial asthma rats. In the course of asthma, receptor type Smad2 mRNA was increased in expression, inhibitory

type Smad7 mRNA was decreased in expression,and thus TGF-8/Smad signaling pathways that might be activated.
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Effect of Xiaoshuan Tongmai Granules on Level of NF-kB and IxB
in Vein Wall in Rats with in Deep Venous Thrombosis

LIU Zheng™ , ZHANG Yue, HAO Qing-zhi ,HOU Yu-feng
( Department of Vascular Surgery, Affiliated Hospital of Shandong University of Traditional
Chinese Medicine, Jinan 250011, China)

[ Abstract ]  Objective; To explore the interventional mechanism of Chinese herbs Xiaoshuan Tongmai
Granules( XSTM ) on deep venous thrombosis ( DVT) in rats. Method: Seventy two Wistar rats were randomly
divided into 4 groups: sham group, DVT model group, XSTM group, Fufang Danshen tablets( DS) group. Venous
thrombosis was induced by inferior vena caval occlusion by ligature just below the level of the renal veins. The levels

of NF-kB p50 mRNA, NF-kB p65 mRNA and IkBa mRNA in vein wall of all rats were dynamic detected at 1, 3,
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