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Abstract: Objective
PPARY in the pathogenesis of ventilator-induced lung injury. Methods Sixty male Sprague-Dawley rats were randomly divided into 3 groups

To observe the changes of PPARy expression in ventilator-induced lung injury rats and explore the role of

(n =21 each ) :group N received large tidal volume with mechanical ventilation (Vt =12 mL/kg) ;group C received lower tidal volume with
mechanical ventilation (Vt =6 mL/kg) ;group R received room air without mechanical ventilation. Rats in every group were randomly divided
into 3 subgroups respectively by 1,4 and 8 h. The samples of lung were collected at 1,4 and 8 h after ventilation. Lung pathological examina-
tion, total protein and white blood cells in bronchoalveolar fluid and wet-to-dry weight were detected. The exoressions of PPARy mRNA were
detected by RTPCR ; PPAR~y protein in lung tissues was detected by western bolt. Result After 4 and 8 h ventilation in group N, total pro-
tein and WBC in bronchoalvelor fluid, W/D were markedly higher than those of group C and R (P <0.01). While PPARy mRNA and
PPARy protein were decreased than those of group C and R (P <0.01). There were no difference after 1 h ventilation in three group (P >
0.05). Conclusion PPARy mRNA and protein expressions in the rats lung tissue of ventilator-induced lung injury were decreased and as-
sociated with inflammation and damage of lung tissue.
Keywords: lung injury ; mechanical ventilation ; peroxisome proliferator activated receptor-y( PPAR~y)
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Expressions of Connexind3 and E-cadherin and their significance in invasive ductal carcinoma
TU Yong-jiu,GAO Yi-jing, CHEN Zhan,LI Rui (Department of General Surgery,174th Hospital of PLA , Xiamen 361003 , Fujian,
China)

Abstract: Objective To explore the correlation of Connexion43 ( Cx43) ,E-cadherin( E-cad)in breast infiltrating ductal carcinoma tis-
sue. Methods The expressions of Cx43 and E-cad proteins were detected in 89 cases breast infiltrating ductal carcinoma tissue,48 cases
partition groups. by immunohistochemistry Elivision method. Results The expressions of Cx43 and E-cad has a better consistency in the
tumor area,the border area and far cancer area of breast infiltrating ductal carcinoma. For both the negative expression in tumor area same
time , the rate of lymph node metastasis was highest. Conclusion Cx43 and E-cad in breast invasive ductal carcinoma has a certain synergy
in the process of the occurrence and development,which related to its metastasis occurred.
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