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Effects of Polydatin Inhalation on Inflammatory Cells in Asthmatic Rat Model.  Jiang Qinglan, Lei Xiuxia, Liang Yanxiao, Liu
Guichang, Wu Xiaoli, Liang Chengjie, Lian Jiayan. The First People's Hospital of Guangzhou,Guangdong 510180 ,China

Abstract Objective To detect the effects of the polydatin intervention in bronchial asthma rats. Methods The rats were injected
with Iml of the mix solution of 10% OVA and 3% aluminum hydroxide twice. And then, they were induced bronchial asthma with 2%
OVA, and intervened with the polydatin solution and aminophyllin injection or controlled with saline for 2 weeks. The rat actions in indu-
cing and intervening the asthma, and the rat lung session slides were observed. The numbers of WBC, EOS, BASO, NEUT and LYM in
the ventricle blood were calculated. Results Polydatin intervention could obviously improve the asthmatic symptom. The number of EOS,
LYM and MONO in the polydatin intervenient group(0. 1339 £0.017946, 5440 £0.49530, 0.2148 £0.08287) were lower than those in
asthmatic group (0.1948 +0.02454,8.0090 +£0.71166,0.2946 +0.14257; P <0.05, P >0.05, P >0.05), and decreased to normal
level in control goup(0.1257 £0.02454, 6.9610 £0.97243, 0.1974 £0.11765). Conclusion The polydatin can significantly improve

the asthmatic symptom of rat models.

Key words Bronchial asthma; Polydatin; Inflammatory cell; Intervention
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Correlation between Urine Levels of Transforming Growth Factor B, and Laminin and Breast Cancer. Chen Dongxiang, Xu Rugqing,
Sheng Bo et al. Department of Oncosurgery ,The First Affiliated Hospital of Yangtze University , Hubei 434002 ,China

Abstract Objective To investigate the relationship between urinary transforming growth factor 1 and laminin levels and breast
cancer. Methods The urine levels of TGF - B, and LN were measured by enzyme linked immunosorbent assay ( ELISA ) in 60 patients
with breast cancer,32 patients with breast benign disease,and 32 healthy controls. Results The urine level of LN of the breast cancer
group was significantly higher than those of the breast benign disease group and the control group( P <0.05). Comparing the breast benign
disease group and control group with the breast cancer group, the urine level of TGF — B, had no significant difference( P >0.05). Howev-
er, the urine levels of TGF - B, in patients with more advanced were significantly higher( P <0.05). In Spearman rank correlation analy-
sis

the urine levels of TGF — B, and LN were significantly positive correlated with the clinical stage and lymph node status(r =0.598/

kil

0.560,P =0.001; r=0.647/0.602,P =0.000/0.000) , and meanwhile they were significantly negative correalted with the ER and C -
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